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„ 4iflif) 5j^b4>l J^yi cjjJI gjjiS J Ijuj „ 4jbl 45jj Js- 
l^JLo ^LoImJ^ d.tuj^S' 8 j^?1^jo J3S03 jvu-o Ll>j 
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Acute pulmonary edema 
dyspnea in a cardiac patient Jl c&z b 
dyspnea in a cardiac patient „ lyp JJI ^LJI jU^ 
43l^x**> jU5 j\i 3& ^ijU' jLo 4jbl 

dyspnea ^jo^ l£*u cardiac Jl croL^I jl Ula U^l „ ^3) 
555 dyspnea gjo^ O3SL0 cardiac Jl jLp 4J 

555 dyspnea gjo^ O3SL0 4J cardiac Jl jLsJI 
process of respiration Jl U^l 
respiratory center y ^jcu^ 

impulses b respiratory center Jl 
anterior horn cells JJ 
nerves JJ impulses usJ jlk 

respiration Jl c&kj muscles JJ impulses c**j Nerves JI3 
intercostal muscles JI3 diaphragm Jl ^ JJI 

Intercostal muscles Jl 
chest JJ expansion J**^ « contraction J^ 
negative intra pleural pressure LlUrjq 

Jj>ju *l3$JI J&uj negative intra pleural pressure Jl 
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trachea Jl ^ 
alveoli Jl oi^HS bronchi Jl 
gas exchange J^oj blood Jl ^3 

55 dyspnea ^jo^ \1uj cardiac Jl jL*)l ^Ijl 

cardiac Jl jLsil 
l.u^ 1 JlS' l^J dyspnea Jl 
respiratory center Jl J^l j-o vSJ^ 

555 ^Ijl 

<us respiratory center Jl „ cardiac Jl jLsil 
stimulated by 

Hypoxia S^l 
555 dJ 

Low cardiac output a jo^ cardiac Jl jL*JI 
JJs tissues JJ gJlt JJI pjJI ^jlrj 
respiratory centers Jl U 
JJi respiratory center JJ JJI ^ jJI JULs 
respiratory center is hypoxic Jl 

stimulation <iU&> la 
tachypnea UJUju 

„ 4JUI 
low cardiac output Jl jl 
anaerobic metabolism Jl 1*13 tissues Jl ^Lk^ 

lactic acidosis J**3 
respiratory center Jl stimulate 1^5 



„ £jui *>i*ji 

right sided iismi $J 
systemic congestion L>jo^ li*^ 
congested respiratory center Jl l^J U 
stimulation J-o^ respiratory center Jl j b congestion Jl 

„ Iaj jU5 

W ex*** two reflexes <us 

during inspiration « alveoli Jl 
distention l^Lo*** 
55 doT jLo 
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during inspiration « alveoli Jl 
distention l^Lo*** 
distention l^L^u Lo J3I 
( stretch receptors ) receptors JJ activation Jl^uj 

Slio receptors Jl 
50 J Lo J3! alveolus Jl 
inhibition <iU&> respiratory center JJ c*l3 

rupture l^La^j alveoli Jl 

contract jU^ Muscles JJ stimulation J-©^ respiratory center Jl ^xsu 

^jj 3 expand $ 
rupture l& alveoli Jl ^3 ^jlll S^bj *I$a ^jiAl 

1^1 receptors 
Juxta pulmonary capillary receptors 
Juxta capillary receptors 
respiratory center JJ inhibition J*sj jU^ stimulation l^Lo*** 

stimulation l^Lo*** 
ULj alveoli Jl U Slio Say 

cardiac Jl oryL«)l 
55 a a* ^> Lung Jl J edema ^jo^ 
congestion ^j^s 

edema JI9 congestion Jl 
<|jju activated ULj ,$s receptors Jl J&a 

J* 50 j» activated ^^iJ U Jjj <^ 
20 jls^ activated ULj 

20 J CJL^3 alveoli Jl jl 
inhibition <iU&> respiratory center JJ c*5iJ 
^jju inhibition <iU&> 
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Ol j-o CJj (^iJLc J b „ ^Q^i^-tl 0^5^ jLslII jLL&9 

BJls^Ij 8 j-o ^uiJL'L) to Jjl> 

tachypnea 
dyspnea aL&j 

» US' 

blood vessels Jl J receptors JJ activation Jaao congestion Jl 

lung Jl c^b 
respiratory center Jl activate o 

Normally 
congestion jWjh»o U^l 
4Jl*i> jLo receptors J Is 
Lung Jl J congestion <us liL-o Uli 
receptors JJ activation J-^y 
respiratory center Jl activate receptors Jl 

cardiac Jl jLsil J &>l^ lil bja^ liJ 
respiratory center JJ stimulation J**^ 

55 V ^3 6^9! b blao 

hypoxia Jl S^l bjo^ 
lactic acidosis JI3 

55 ^JLifroJ&b 555 V ^3 ^3! b btao 

congestion of the respiratory center JI3 
alveoli Jl ^> 5^541 receptors Jl dJ* bJ$s U^l JJI Beruer reflex JI3 Hering t^l &>b*3 

55 V ^3 ^3^0 
55 jwJUi^oJub 

4-Jb 

555 dyspnea IlUrj 4-Jb &>b* <us 

6l 

respiratory centers Jl j-o c*xJl impulses Jl jl ^jiAl 

anterior horn cells JJ 
nerves JJ 

Muscles Jl activate c^lj nerves Jl 
555 activation t^Usia JJI muscles Jl 
— — ^fVage|4 > |^—- 
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intercostal muscles Jlj diaphragm Jl 
Intercostal muscles Jl J £15LLo \jj^ s diaphragm Jl J £15LLo L>jo^ 

6Jo^ diaphragm Jl 

^uj^S' JjJb j^ls jLo 

congested liver gjo^ jLsJI 
ascites gjo^ liu ^£-©-09 
movement of diaphragm JJ restriction J-©j*> 

ilSLLo I&jo^ intercostal muscles Jl 
555 l^Lb ilSLUI ^ 4jI 
low cardiac output gjo^ JJI jL*JI jl 

JJs Jja\$ JJI ^jJls 

^A^) {y> j6\ Load l^Jb Muscles Jl 
lung congested J expansion jlojm Sjjb ^ 
is not elastic « Lung Jl 
Low compliance l^JLungJI 

Jil ^ t^J j|L>3 
555 V ^3 ^5^aa 

„ ^cJs 
555 *JS j£ 

muscles JJ CJL09 impulses „ ^ : dJ\s 
contraction clo^ Muscles JI9 
negative intra pleural pressure *J>r^ jL© 

555 Ilslo^I 

pleural effusion gjo^ li*^ cardiac Jl jLxil j'V 
Lung JJ expansion cJLo^^^l 
bronchi JI3 trachea Jl J congestion ^jo^ j'V 

„ Jj>S *I$£JI 4jbl3 &l 

alveoli JJ J^5^ J** ^ 
congestion Jl „ fluids &LLo alveoli Jl 
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alveoli Jl J-09 *l$aJI ^ o) 
Pulmonary embolism „ ^ :> J^lHo ^ 
how dyspnea occurs in a cardiac patient <|Jts 
J-ojJI j-o l^usjU- ji^jiil l^l ,5^ 

J^^ fO O J-Q^ JI5-U) I.S 

dyspnea gjo^ liu cardiac Jl jLsil ^Ijl : dJ$Zj 
mechanism of dyspnea in a cardiac patient Jl 



555 cardiac Jl jU J grades of dyspnea Jl 4jI 

yljJI Ccp-j j^jJIjJI 1^1 
© ^5 Ju-u) b ja> 

elj^us ,J jLo b) „ 6Jtl C*-u t^>>^ » 4^-1^- (^1 J$ib J^- jLc-Jlp- b „ (jb ^JL^-I^ 4pLa> iV^l b l^^ 

555 dyspnea JJ grade ^4^ 

4&>j) 

^1 jlllllluuul* 

Dyspnea on exertion more than ordinary effort • 
dyspnea on ordinary effort oi^HS • 
dyspnea on less than ordinary effort oi^HS • 
dyspnea at rest oi^HS • 
NYHA classification bb^^o & 

Paroxysmal nocturnal dyspnea 1^1 &>b* „ ^xsu ^Wl 4jbl 

fib cardiac Jl jLsil 
severe dyspnea y 

idJL«*J) Ulib £3^3 <J-JL§ 4-^3^1 ,J e>\$$)\ jl j&L£U) 4)1 4^-jjJ 

as ^ISJl l^is^u) l^iSI 

„ JIM 

555 dyspnea Jl 4L^ „ $&Luj ^ Lb U 4J 
flat ^ Lo jLxil SI5I 
venous return Jl la 
congestion 4lo^ 
555 ^Js> ^ Lo dUS <w"j*i> jLxil jLLrS 

55 V ^3 GJtl jLo „ ^jiuJl3&a 

paroxysmal nocturnal dyspnea Jl iUls 
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sudden congestion <iLa^i „ ^Juktl ^ 6* c^jjl ^>L> jLsil jl 

( 53Ua5' J3I la 

„ JUI ^UaSJJ 
Night mares <i% jLsJI la „ if ; dJ\s 
Heart Jl J* Load Jl 0^33 
vaso constriction 3 sympathetic 

heart Jl load Jl ^> 

Jllfl ^UaSJ) jruoilll Ids 

Jau vagal tone Jl „ ^ Lo U jLxil : ^5^0 
heart rate Jl JJLio 1^ 
compensatory mechanism Jl ^sLj ^jls^ 
tachycardia Jl « compensatory mechanism Jl 

at 

J& cardiac output Jl « compensatory mechanism Jl ^sL UJi 

dyspnea J^j 

555 cardiac asthma 1^1 &>b* l^sao^ 
555 4jI ^ 3jL^ ^a cardiac asthma Jl 
wheeze l&t&o ^ paroxysmal nocturnal dyspnea Jl ^ 

wheezy jLsil 431 
bronchi Jl J edema <us jl I&Il&o b 



bronchial asthma JI3 cardiac asthma Jl 

,5jii> Jlju*> ^^^o 





Cardiogenic 


Bronchial 


Age 


Any age 


Usually young age 


Past history 


Cardiac symptoms 


Chest symptoms 


Duration 


Usually short 


Usually long 


Time of attack 


1-2 hours after sleep 


Early in the morning 


Dyspnea 


Mainly inspiratory 


Mainly expiratory 


Sputum 


Frothy & may be bloody 


Thick pellets 


Chest exam. 


Basal crepitations 


Wheezes 


Heart exam 


Gallop & murmurs 


Normal 


ECG 


Abnormal 


Normal 
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Effect of drugs 



Adrenaline 


Contraindicated 


Improves the condition 


Morphine 


Improves the condition 


Contraindicated 


Aminophyllin 


Improves the condition 


Improves the condition 



Acute pulmonary edema 
acute pulmonary edema Jl 

„ Mitral stenosis Jl jU 
555 4J cardiac asthma 4JLm 431 rare 3 !!!! Paroxysmal nocturnal dyspnea 4JLom 431 rare 

is a gradual process « Mitral stenosis Jl : J3&0 ^JLoj 
compensatory mechanism J^j 431 g-o-^ 
paroxysmal nocturnal dyspnea 4^ ^3 severe dyspnea J^ 1 ^ jL«M ^b*j 



555 compensatory mechanisms Jl \3j ^ 4jI 

":Jl§ 

gradual « congestion 4L*j 4^ b Mitral stenosis Jl jL^ 
pulmonary vessels Jl J reflex vaso constriction <iLas^ 4J3^ b congestion Jl 

Pulmonary vessels Jl J vaso constriction 4Lag* 03^ 

lung JJ ^lj JJI ^jJI JJij b 
degree of dyspnea Jl JJLSJ 
dyspnea Jl jlSLo Low cardiac output gjo^ 15**a „ j-ojJI gss jLsil ^ 

555 V ^3 ^3^0 

gradual congestion gjo^ Mitral stenosis Jl jL*)l 

Lung Jl J vaso constriction Jaa> b 
dyspnea Jl Jl£>3 lung JJ £>lj JJI ^ jJI JJLoj la 
low cardiac output Jl 

555 Jb 4jI 

mitral stenosis Jl jL^ jsa JJI 4JUI compensatory mechanism Jl 

severe dyspnea 0^5^^° 
two systems L>jo^ lung Jl J L^l jl 
double blood supply l^J lung Jl 



alveolus JI3 „ ^1 bronchi Jl L>jo^ U^l ^xsu 
pulmonary artery Jl blood supply l^i alveoli Jl 

branches Jl ^u.Ju.u 
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pulmonary veins ^ & branches JI9 
left atrium Jl J jo% 
left ventricle Jl oi^HS 

Jti blood supply l^J bronchi Jl 
bronchial arteries Jl j-o l$) <|L> t^b blood supply Jl bronchi Jl 

aorta Jl bronchial arteries JI9 

capillaries LUrx& 
bronchial veins oi^HS 
right atrium Jl J ^ah 

double blood supply l^J lung Jl 
bronchial circulation 3 pulmonary circulation L>jo^ <us 

( pulmonary veins Jl J congestion gjo^ ) La Mitral stenosis gjo^ JJI jLsJI 

Pulmonary circulation Jl J £15LLo 
pulmonary circulation Jl J congestion Jl JJLoj <j\A& 

collaterals ^cUlj 
pulmonary veins JI9 bronchial veins Jl to 
bronchial veins JJ pulmonary veins Jl blood Jl shunt Jl**j jU^ 

^iJaj ^1 i^j ^0 collaterals Jl 
bronchial varices 1^1 
bronchial varices 1^1 

pulmonary veins Jl J pressure Jl JJLoj 1^1 \&L&3 „ bronchial varices Jl 

esophageal varices Jl iiJaJb 
Portal veins Jl J Pressure Jl JJii* cjC U 

Massive hemoptysis dlU*> „ gSjfc ^>5Lo-o varices Jl 

pulmonary apoplexy ^3^0 

Massive hemoptysis 
pulmonary apoplexy L^^^o 

„ Jfc Ho 

555 paroxysmal nocturnal dyspnea 0^*^09 severe dyspnea j^jo** „ Mitral stenosis Jl jLp 4J 

Sjti ^jlo ^ compensatory mechanism 4Lag* jU^ 
vaso constriction „ Sj^ J compensatory mechanism Jl 
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bronchial varices 

( congestion ^jo^ U ) Lung Jl J gJUai^ JJI RBCs Jl „ hj& ^jlo Js. J^^j congestion Jl jl U $ 

ju£jub$ ^^J^t RBCS Jl fJ^SU 

iron l^JLo gJiaJ^ 

Lung Jl J fibrosis „ hemosiderosis dlU*> iron JI3 

alveoli Jl 3! » alveoli Jl J fluid Jl jl J&l*.^* ,d fibrosis Jl 

lung Jl J Hemosiderosis Jlom ^jls^ 

5<w*i> 431 fluid Jl jjlo-o b fibrosis Jl 

fibrosis <i% jLxJI jl J^ 
mitral stenosis Jl c*^b compensatory mechanism Jl J5 

incidence of paroxysmal nocturnal dyspnea Jl Jlfo 

555 £-0)3 555 V ^3 ^5^0 

bronchial asthma JI9 cardiac asthma Jl & U JJI J^jl^JI „ a^^AI JIJ-JI ^^Ja &tsJ 

„ & Jilt) JIJuJI 
Discuss Acute pulmonary edema 

Acute pulmonary edema 

acute pulmonary edema Jl £b definition Jl „ %) 

« pulmonary edema Jl 
Is accumulation of fluid in interstitial tissue and alveoli 



555 Lung Jl c&kj alveoli JI9 interstitial tissue Jl to fluid Jl ^Ijl 

blood vessels „ alveoli Jl ^) 
fluid g-o^ oiJi^- 

„ liV/VI JUi^VI 

^Lo c&JtjS blood vessels Jl Pressure Jl jl 

lung Jll c&kj blood vessel J&j JJI 4jI 
555 ^Lo ^Jtys Jsj pressure Jl 
left sided heart failure $ mitral stenosis Jl 
left side Jl J £15LLo <|) 
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left sided heart failure dJUg? £15LLo ^1 
causes of left sided heart failure Jl ^ 
cardiogenic pulmonary edema I&^a-o-o 
Hydrostatic pulmonary edema L^^^o 3) 

Cardiogenic pulmonary edema 
Hydrostatic pulmonary edema j! 

increased in hydrostatic pressure of the blood vessel l^** $ 

cardiogenic Ia^j 
blood vessel Jl J hydrostatic pressure Jl ^jti 0^ 

cardiac cause Jl 3* 

permeability of the blood vessel in the lungjl ajj! j>5Lo-o is! 

By the inflammation 
Lung Jl J inflammation c*JL> L>) 3J 
fluid £^3 ly&kj permeability Jl $332* Lung Jl c&kj blood vessel Jl 

interstitial tissue JI3 alveoli Jl J 
Pulmonary edema \xL*s6s 
non cardiogenic pulmonary edema L^^^i « cardiac jLo 4J5LUI ^ 

non hydrostatic pulmonary edema L&^oj 3! 

ARDS 1*5^3! 

pulmonary edema &s « ARDS Jts 
increased permeability of the blood vessel of the lung l^ui ^ 

555 Jujj Permeability of the blood vessel of the lung Jl Jl*j JJI 4^)3 

Lung Jl J Inflammation Jl**j 43| 

555 severe inflammation l^J Lung Jl J50 JJ) 4jI 55 inflamed (^fij lung Jl Jio JJI 4^)3 

severe pneumonia « Infection jl&pJ 
pancreatitis « sepsis Jl <|j systemic inflammation dL&j J\ 3) 

Burn 

systemic inflammation ^c?JI J J^ &>b* ^1 

„ ^3) b l^-tA) 

ARDS Jl ^ JJI „ non hydrostatic pulmonary edema Ja*j „ jyJx oL>b* <us 
^ f Page |11 ^ 
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Increased intra cranial pressure 
associated with ARDS &*j 

Status epilepticus 
ARDS CJ15 
jruaij (j^lfclo ^3 555 V ^3 

„ Li) OLSZ^aJI JlJ^aJl 

Dyspnea, cough, hemoptysis, wheezes, cyanosis 
clinical pictures of the underlying cause 3 
Heart failure \3L» ^ 

non cardiogenic 12J j>5Lo-o 

555 4jI U „ 

Bilateral crepitation 

lib JIJ^ 

555 clinically « Non cardiogenic ^cardiogenic edema Jl CJU 131 J>>&> ^Jjl 

^ b heart Jl j^il 

!!! dLc> J ultra sound y CJI 5^ « clinically b) 

Heart Jl 

cardiogenic l%> Heart Jl J £15LLo ^1 CcJLl 

heart Jl J 4l5LLo j^iilo 
Non cardiogenic (Jte* 
555 V ^3 ^3^0 

InvestigationsJI „ 

ECHO 3 ECG 

cardiac enlargement 3^ 3) LJL> ECHO 3 ECG Jl 
chamber enlargement oi^ 3J SylSa b 
Heart Jl J <us ULj cardiogenic ULj 

55 V ^3 doT jLo 
SJlc-Is jLo „ dJb Jl£- j^mj 

exception l^J 

massive left ventricular infarction <i% jL^ ji>l 
Acute severe left ventricular infarction 

^ f PagellZ^^—- 
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acute pulmonary edema aJUjuA 
enlarged \JL» £^JL& jLo Heart JI3 
Normal sized 3 cardiogenic ULj ^>5Lo-o ^jl&j 
chamber enlargement <us <j£j <*j\ Sjl^IS jLo 

cardiac enlargement gjo^ jL^ 
infective endocarditis cardiac disease gjo^ 

septicemia 4fy*l*3 
non cardiogenic Ja*i& 
exceptions l$J „ Sjl^Is jL© 

55 y y^ ^5^0 

ECHO JI3 ECG Jl jr^ „ jiaJJ! jzxj 

X ray Jl 
555 4jI dbj5^ X ray Jl 
cardiac enlargement Cu& 
Hilum Jl jo^ ^jcu^ cardiogenic pulmonary edema Jl congestion Jl « 4^3 

Hilum Jl jo^ i$*LuJ 

Periphery Jl J ^jcl^ cardiogenic Jl £b congestion Jl 

vascular markings Jl ^yi& ^i** 
butterfly 1*310** ^ Hilum Jl jo^ jLj cardiac Jl o^L^ <i 

bat wings 3! 
© !!! jX) 1^5.10.4^0 y^ 
a))))) © hhU) X ray Jl \$>j± I32JI jLo 



„ Non cardiogenic Jl 
Periphery Jl J congestion Jl ^yi& 

Hilum Jl jo^ jLo 



„ 4JUI 

X ray Jl J lines ^ jJ^ ^3 
Indicates 
cardiogenic & jl 

!!!555 t^usjb jLo 55 l^usjb ^y ^ jJjr^ 
Lung Jl J congestion <us liu U 

Lung Jl c^b fissures Jl J ^6 44>l 
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jL> fissures Jli 
cardiogenic l^si ^V ^ jJjr6JI ^3 

non cardiogenic ^ cardiogenic & jl j^kiJ jU^ 
( Swan-Ganz catheter ) jJ\S jl^ 1^1 &>b* J-o^ 
subclavian vein j-o I^JL>jcj S>k*J 

right atrium Jl h\*J 
right ventricle Jls 
pressure Jl jU^ pulmonary artery Jls 

Left atrium Jl J 



4o-o>I (JUI3 4a*u)\ Ju?-l3 l^iLalSl JJI 

Swan-Ganz catheter 
^ ^bjS'ls ,JJI la „ j^JI ^U- jj Ji^ls ^IS" JJI Or^^l 

V „ 6^ :>l») 4jI „ jSJ 



„ 3jL>! J I53I53 j^JI j^J^ls (JUI „ ^IIIILo ^jroj^-oJ) Or^^l S&l 



(JJ) 4.ui,uJI ubl& : 65^-^ Jls j)^ (^^^c^pJI^ 

a) : 

I^JLp 4a^5 SjiauJ ^MfO Lo : 4) Is 
555 ^Ijl : 

Sjixa&) Jj>Jl>3 „ ^Ij^l ^^iJ 435JUI „ ^^Jb l^cU Sjixa&l : dJld 

flow Jl i>b3l J £}j ^JiHs 

l^cw)^ Sjia^yi C*J3o Ul 

leftjl du*\j pulmonary Jl right ventricle Jl J&> right atrium Jl J l^sjj ^ jJI 

left atriumjl J pressure Jl 

yy ^.C-U ' L) SjiaUA>yi I^AuAJ^ 

Swan and Ganz catheter 



Swan and Ganz catheter Jl 
left atrium Jl J Pressure Jl l^o 
18 mmHg left atrium Jl J Pressure Jl 3) 
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cardiogenic pulmonary edema & 1% 
left side Jl J £15LLo <us ^isw 
cardiogenic pulmonary edema ,$s ULj « left atrium Jl J pressure Jl 3) 

Left ventricle Jl J £15LLo ojo^ jLsil UL> 
1% left atrium Jl J pressure Jl 

18 mmHg j-o j6\ 

18 mmHg j-o Jil 
non cardiogenic pulmonary edema liu 

TreatmentJI 
555 4jI treatment Jl Is^Soaj 

Cardiogenic pulmonary edema 
heart failure Jl £>U ^ JJI acute pulmonary edema Jl <|j ^l*^ 

Heart failure Jl S^l^-o J &>b* >>) ^ JJI 

Any way 

cardiogenic pulmonary edemajl 
Heart failure Jl J JJI cardiac pulmonary edema Jl <|j l^>^ 

2J5LUI ^ non cardiogenic Jl 
Permeability of the blood vessels Jl ^shi inflammation &Luo Non cardiogenic Jl 

555 4jI JjsjgA 

non steroidal anti inflammatory drugs l^ „ corticosteroids « Slss anti inflammatory l$^> 

jjjLob I3.il 3 „ j^-uaS^JL) 13^)3 
© Ju*i J5 
gjS Ju^i Ju^i J5 

ventilator J^ 4k^> „ jLsdJ jl^JI JbJI eUls 
Waiting until you treat the underlying cause 

ARDS Jl 

inflammatory process Ult : Jls ^Laj 
Permeability Jl £>*sjs 
anti inflammatory ^jj to ^.Jo 

^jL^JI j^uoSytJI jloj^-o L>ju^ J^ J-o ^JJI corticosteroids l^ Non steroidal l^l l^>> 

inflammatory process Jl I^JLlij jU^ SjroS' oL>b* l^ 

mortality Jl jkdlio „ cJUi 

acute pulmonary edema jl^ c&z dL*j acute pulmonary edema Jl 
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ARDS jI^jlc- C±&£ dJL^jo, 
b ^u>Lo 

^5 3oh«U J cr^'s-^ boJLe Lou 

4.ftk;.U J bJi^ » SylSa b 

© 13^ ^jl^u^JI (J JJI ^JbLoj Lo Jb Jx- „ (jb jJtfJLs-o £3-03-0 Jt^-b 

Syncope £3-03* 

Syncope 

dill jl ^LaJI Jlju* 4-JLc- l^OSl 

syncope loJ5 

Is a sudden transient loss of consciousness from which the patient recovers spontaneously 

» Jb 

Syncope is a sudden transient loss of consciousness from which the patient recovers spontaneously 

coma ULu (3I9 3) 
hypoglycemia gjo^ jLsil ^i** 

hypoglycemic coma l^Jb JLo^j 
vaso vagal attack t^L> 

555 V ^3 bbJt^J (J^il^ „ *Loj-o l^u-o>3 

syncope l^Jb Jlfo 

00^3) (35^ jLsil syncope Jl 
Without a treatment 
coma Jlfcj treatment y £li 3) 
555 V ^3 ^5^0 

alii ji 55 g-oi^ 

Is a sudden transient loss of consciousness from which the patient recovers spontaneously 

And it is due to cerebral ischemia and hypoxemia 

Transient ischemia and hypoxemia 
^^fTage|l6 
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555 V ^3 ^5^o 

syncope J*s6 jU^ UL> 
brain Jl J transient ischemia Ja*j feyA* 

555 Ifc <|)jl 
bbto )3j5j3 © LiA <J I^^l) 
© Jul! IJlp- ^0 4J3A& bl JJ| ^ISJI j\Az I^^Sj 

„ ^3) b 

inferior vena cava JI3 superior Jl ^ heart Jl J&uj ^ jJI 

right atrium Jl J <>k> 
right ventricle Jl oi^HS 
pulmonary artery Jl oi^HS 
lung JJ lU?^ jL*^ 

left side JJ 5^ ^ jJI Lung Jl j-03 
left atrium Jl 
Left ventricle Jl 
aorta Jl Cx^s 

brain Jl supply jU^ basilar arteries JI3 carotid Jl g!L> di^HS 

555 brain Jl J Ischemia J-o^ otyM 
venous returnjl J1& „ J3I : dJ\s 

555 4jI J15j 
venous return Jl 

555 venous return Jl JJil ^Ijl 
HypovolemiaJI 0^3 ^ij : Jls 
severe diarrhea „ severe vomiting gjo^ jL^ Hypovolemia 

555 y ^3 ^jo 

severe diarrhea 3) Severe vomiting 

55 

Hemorrhage 

SpUa b 55 if ^3 <jLo 

^ venous return Jl JJLoj d3l 
hypovolemia Jl ^13 
55 ^Lo 

venous return Jl J1& jU^ 4JUI 

(£933 1 4.040 4i5L'iLo ojcl^ ULj jLjJI jl 

peripheral neuritis gjo^ 

^ f Pageliy^^—- 
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555 dJ 

Peripheral neuritis ^jo^ b) 3) 
reflex vaso constriction jlLa^o „ uSl ^1 U 
pooling of the blood in the lower limbs jL^ui 

555 4jI ^3 6J5 jLo 
Orthostatic syncope j& ^L^o 
55 V ^3 dJil jLo „ Sjl^-I^ Sj-o 4-JLc- (^-oib „ uiib U 
diabetes Jl o^L^ vSj peripheral neuritis djo^ 3J3 

Diabetic peripheral neuritis 
555 V ^3 venous return Jl Jlk la 

555 varicose veins dJj 4jI 

555 doT jLo 

drugsjl 
555 drugs Jl dj\ & 
Nitrates Jl : cJls LrJLoj Lo 
veno dilatation J**i> 
venous return Jl JJ£i& 

555 V ^3 ^3^aa 

clinically « v-*2JI 
The syncope is orthostatic 
555 orthostatic <ul 
sudden jLsil U ^i** 
Sl^s c-ii> jLxil U syncope Jl <$a 4£3-oj*AI 

clinically 

The syncope is orthostatic 
55 ^3) b 6JS jLo 

there is marked drop of blood pressure in standing position „ #3\ 
orthostatic hypotension jasxJti jU^ u&ta OL5JI3 ^>b OL5JI3 blood pressure Jl q&J 13)3^0 I313J 

There is marked drop of blood pressure 

uiib jbxil U> 

examination reveals either dehydration or the presence of varicose veins „ £ftb 
( Page|l8 
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dehydration ajo^jtflSI dbj^ examination Jl 
V ^3 varicose veins gjo^ jl* 1% 

55 £-0)3 

investigations Jl 
555 investigations <ul Ja*i& 
Duplex to detect varicose veins 

555 £-0)3 

obstruction of the flow of the blood inside the heart <us ^ heart JJ g^lj ^ jJI ^>5Lo-o 

c,, JLqJ) I^p- ^cLs ^jLc- jLo ^jJI (jisw 

555 dJ 

constrictive pericarditis 3) „ Pericardial effusion gjo^ jLsJI U b 
pulmonary embolism „ pulmonary stenosis „ tricuspid stenosis gjo^ 3) 
obstruction flow <us „ Aortic stenosis „ Mitral stenosis „ pulmonary hypertension 3! 

pericardial effusion 3! constrictive pericarditis J h^uj 

valves Jl J stenosis 3! 
(jis^ blood flow JJ 45LJI Jisl 
pulmonary embolism 3! pulmonary hypertension 3! 

555 g-^3 

There is obstruction to blood flow in the heart 

555 <bb j^quXj 4c-3-oj?&4I 

exertional l^b syncope Jl jl 

^3^4,1 go syncope Jl ^JL^ 
This group is characterized by exertional syncope 

Examination 

Reveals the underlying heart disease 
whatever „ mitral stenosis „ aortic stenosis « heart disease gjo^ dja^Ju Lt b jLsil 

examination Jl 

Reveals the presence of the underlying cardiac disease 

Investigations 

^ f Page |19^^— 
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ECG „ ECHO 

To show the underlying cause 
55 W3 ojS jLo 

JlqJ) Heart Jl J ^103 J3-^ heart JJ gp-j ^jJI dJSLLU l&J ^>5Lo-o „ J^U^lo ^^SU-o 

^jJI £A> jLo heart Jl <^*j 
^jJI £A> jU^ contraction Jasj ^ijU- jLo 

„ Ischemia 
Heart failure : cJls ^ioLoj 
transient Jbtiiu^ 4>y j^^^h^vn „ gAb 

ischemia Jl J dblj 4>l ^ 
Heart Jl £933) SjjuS' 4^ J angina <i% jLsil 
3jru5 J ischemia <i% 
JS cardiac output Jl ,„ cJi contractility Jl 
55 V ^3 syncope <i% 
Normal „ c*£s ischemia JI3 

55 V ^3 ^3) b blao 

difficulty in pumping the blood \13 ilSLUI ^>5Lo-oi 
ischemia Jl o^b* J J-^jj 
arrhythmia Jl o^b* J J*a^3 

ischemia Jl J 
arrhythmiajl 3) 

Clinically 

The patient will complain of chest pain or palpitation before syncope 
4sjju> ^Js d\jjyb jIS Lie- Lo Jo£ : dU^jL-k jLsJI 

chest pain y jiai 3! 

Clinically there is chest pain or palpitation 

investigations Jl 
electrophysiological studies „ Holter „ ECG 

exercise ECG ^U*J 
ischemia Jl josxJuj jU^ exercise ECHO ^U*J 

Coronary angio 

ischemic heart disease Jl c*^b Investigations JI3 arrhythmia Jl c*^b Investigations Jl ^Sjjh ^xsu 
— fVage [20 > |^~- — 



IIMIMO 

VATIOIM 



Cardiology Dr. Shaf3y 



j&£t\ ^Jo || iuiaJ) s\$So\ gjjij 



Investigations for arrhythmia and ischemic heart disease 

heart Jl 

brain JJ J^5J j^ls j£-o ^jJI „ Ju* 
vertebrobasilar 3! ) vertebro basilar ischemia $ transient ischemic attacks 1^1 kA* \^su^ jlais) 

<u^j L>) JJ) ( migraine 

quadri J$k 3) 

premenstrual JJ! 555 <ujjJIS 

vertebro basilar migraine J14 
TIA Jl 3 
syncope J-©a> jSU-o 

This group is associated with neurological manifestations 

syncope ^L^i TIA jLsJ) jl 

apraxia „ agraphia „ alexia „ aphasia jSU-o 
cranial nerve palsies j! 

TIA 

55 ^3 doT jLo 



Vertebro basilar migraine Jl cryU^ TIA Jl croL*s 
Will have associated neurological manifestations 

in this group 1% 
There is associated neurological manifestations 
And in this group investigations will be carotid duplex and MRA 

b*XS& JJ\ „ J-U5J> pAS 

: dfB 

vaso vagal attack l^o-J &>b* „ J^a OryLsJI J 4J5LUI l£J 

555 l^Ji& lA^jQ -i ti * 
females t^l &>b* <us ^ JJI 
emotion stress J \^>jsclj U 

(^ya^ dJ&J] I5S5UL0 U (jJisj J^a females Jl 
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A normal female should collapse 
syncope l^JL^ ^jiAl 

© 4-J syncope l&JL^ jru-c-^i^ jLo l^l jl L>) 
555 syncope J^LlL^^ &a ^5-0341 L>ji£ L^-l Lo 
I'm talking about females j'y 
I'm talking about normal females 

® ojS amputation Jl ^jjs : dJ$&> 
© g sss \ amputation Jl hj$*> 
4^ljj?JI J l^JL^ JJI amputation Jl j^u ^^iJ 

demonstration J-o^ „ a a* 

Any way 

emotion stress Jl ^ vaso vagal attack 1^1 &>b* ^>5Lo-o 

syncope l^JL^ ^>5Lo-o &Lx)l 
intense vagal stimulation JJ 

preceded by nausea t^b 

And even vomiting may occur 
Nausea and vomiting 
And during the syncope they have bradycardia 

• • 4jI ^3 6^ jLo 

vaso vagal « vagal la U 

vaso vagal Jl ^ &>b- 4^ 
hyper sensitive carotid sinus 1^1 

555 Hyper sensitive carotid sinus Jl 

bifurcation Jl jo^ jtf oiJ^ 
arrhythmia Jl J carotid massage l^Jb J-o^ US' U^l JJI 
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crybsJI J hyper sensitive ^ <|:> carotid sinus Jl 

tight neck collar Jl jl &>jjJ 
head JJ sudden turning J*^ jloL> jljjJI i^j $J 

0U5 iasL^^ contract « sternomastoid Jl jU^ 

55 V ^9 cruris 

tight neck collar ^i** 

j^coiJI j-o jre>yi jljjJ) Jils 

head JJ sudden turning J-o^ 
0U5 ^ carotid sinus Jl h*^>s contract « sternomastoid Jl jU^ 

syncope ^JL^ 

Hyper sensitive carotid sinus Jl 

4-JLc- alj-o^- ita^o Jiic- cfliLo jll ^juO^ jltaS 13)3^ 

Hyper sensitive carotid sinus gjo^ jl 6 of jjuj 

j^coiJI j-o jr^yi jljjJI 

555 syncope Jl <iL^ L^lo^I olJdb & 31a*&\ 

6jL*»yi ^5-«*sJ jLLp <u*)Ij cAJLo 4jV 
I^JLp jLLp <u*>Ij uLb ^jV „ jllaiJI Cxc-li* Sjl^yi (^i»> 

syncope Jl 4Ur^ oos 
^4,1 J syncope Jl 4JL^ jl* oj5 jU^ 

L^>jru JJ) <tlj-o^JI 4^-l^JI 

(jis^ vomiting at&o 

1>I JJI 

Hyper sensitive carotid sinus Jl jl 
iaJaJb vaso vagal attack Jl <u£ 

you can diagnose by test jb j^ajuj 
carotid massage JJI 

(j^Jifl-o ^Jb Lo JSj dLoJL^Lo>l „ dJul q*)$j>\ 

© jlc^I59 4^ carotid massage Jl 
One side „ Sj^k 4^ J^ massage 

Old age jL^ J carotid massage jLUrio djjl dL>$j) 



f Page [23 Y 



VATIQINJ 



Cardiology Dr. Shaf3y 



„ athrosclerosis Jl 1331* ojS cji ^i** 
© ^i** embolism ^lUrjjjU 

positive ju» test Jl jU^ 
555 JJI 4jI ^jV positive l&g test Jl jU^ I3JL50 

asystole 4Jb 

At least 3 seconds 
base line log ^jl** 

methods of resuscitation dja* ULj ^jV jl „ Which means 

„ J5I9 ji^l 

tracheal intubation 3 Atropine y Jj>jj dj^L^ ^jV 

peace maker 3 
available « equipment Jl djo^ liu 

(j.a.<tu.4t<.f> J Ja*£> ^j^ls 

^ucLucU ^9jj Lo JoS jLxJI ja&J>] jU^ carotid massages Jl Jabj* L>! : J3&3 

Hyper sensitive carotid sinus Jl 1% 
Can be diagnosed by carotid massage 

Finally 

situational syncope l^J l& 4^ 
post tussive syncope Jl situation syncope Jl 
^3333] (53333! jloL> jL^ 
intra thoracic pressure Jl :>3> 
venous return Jl jjlo 
syncope ^1^9 

Post micturation syncope 
over distended ^Ju> U Urinary bladder Jl 
suddenly « evacuation l^Lts? U 

4JL**> £^1^ CJl jl j^^tpJ 

vagal activation J*a^u 45V 

Post micturation syncope 1^1 „ syncope J ^>J^ Jl* « vagal tone Jl ^jo* 4^ 
fTage |24 
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post tussive syncope $ 

yy L^l JJI 

Approach to diagnose a patient presented by a syncope 

„ fSJb \ 3 j± 

approach to diagnose Jl 

causes Jl 

ojS dJ$Zj Lo Sj^Iq. J5 character Jl ^3\S 

Ja.Ja.lb ^SJl^J^d Lo 

lis' l^s jLdb clinical alil^ : J$&> 
\jS investigations Jl 

JaJaJb f£Jly3$$ b) Lo 

dujkl) &>l*JI 

dyspnea Jl \jj±s syncope Jl bju>) 
ischemic heart disease Jl Js. \sl> Jj>jl> 



Ischemic Heart Disease 



ischemic heart disease Jl 
anatomy of the coronary circulation <us Jl|^ J^l 

ischemic heart disease Jl J ^ ^>5Lo-o Jlj^ J^l 
Is anatomy of the coronary circulation 

coronary arteries Jl 
555 t^b anatomy Jl 4jI 
© L>Ls2-o jSj 

right and left coronary arteries gJLLu Aorta Jl SylSd b „ ^1 b l$*u 

Right and left coronary arteries 

aorta Jl J coronary Jl 

sinus of valsalva 1^1 
( sinus of valsalva 1^1 & Opening Jl ) 
right sinus of valsalva <us 
left sinus of valsalva 4^3 
Non coronary sinus of valsalva $ 
bLsio jaJj^lo 555 g-ol^ © jaJj^Lo 

^ f PagelZS^^—- 



INNO 

vatioim Cardiology Dr. Shaf3y jajVi || iJafi %ti 

heart Jl b 

right ventricle Jl „ Left ventricle Jl b jla) 
right atrium Jl 1^ „ left atrium Jl 1^ 



Inter ventricular septumjl 
atrio ventricular groove Jl 

heart Jl U tgb 
ventricle JI9 atrium Jl ju U 3^ I^JLo^ „ ojS 

atrio ventricular groove <UuJ):>>Jl 

555 J5ASI3-0 

right atrio ventricular groove Jl la 1% 
right ventricle JI9 right atrium Jl U groove 3* JJI 

pllllllllll 

anatomy of the coronary arteries Jl ^jcujl& 
anatomy of the left coronary Jl ^JSoJ U3b 

left sinus of valsalva Jl {y> gli^ left coronary Jl 

for a short distance 
: two branches Jl ^&l> 6*^3 
left anterior descending <l^\ jy/VI branch Jl • 

555 ^ JjJLdb 
atrio ventricular septum Jl 
branches 4>ji> atrio ventricular septum Jl Js. Jjl> 3^3 

septal perforators 1^1 



Left anterior descending Jl 
anterior surface of the atrio ventricular septum Jl Js. Jjl> 

septum JJ branches <|Ji>3 
555 4jI 1^1 

septal perforators 

left ventricle JJ branches ^Jt-03 
diagonal arteries 1^1 
23^3 3) 3) ^13 13% ^>5Lo-o diagonal arteries Jl 
left ventricle Jl £b anterior wall Jl I^jlrj jU^ 
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will curve posteriorly « Left anterior descending Jl ojS dsj 
posterior glla^ Inferior wall Jl J&> u&j* 

55 



left coronary Jl „ jbJl branch Jl \h • 
circumflex <u-J JUII branch Jl 

55 I ^A^jfl u ti * 



left atrio ventricular groove Jl J ^^Wa circumflex Jl 

555 ^1 b ^ ^^Wfc 

Left atrio ventricular groove Jl J 
Posteriorly ^iJb 



55 ^4 iALa 
Posterior 



Left atrio ventricular groove Jl J ^^Wa circumflex Jl 

Posterior ^iJb 
branch ^jj <JlL Lo Jos 
supply lateral wall of the heart la obtuse marginal <u*J 

555 4jI 4q*J 
Obtuse marginal 

On the other hand 
right coronary artery Jl 
non coronary sinus of valsalva glku* right coronary artery Jl 

right coronary artery Jl 
right atrio ventricular groove Jl J ^^Wa 



555 tys i£mj$jJ* 
right atrio ventricular groove Jl 

right atrium JJ branch ^jlo 
right ventricle JJ branch 
posterior ^iJb „ Ij^J <JL oi^ns 
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555 Iaj 4J Posterior ^iJb 
circumflex Jl JjI& jU^ 

circumflex Jl 
J2su go anastomosis l^JLo^ 

Posterior 3^3 „ | J5 3^3 
posterior descending artery <l^\ branch ^jlo 
555 anastomose b jU^ 
Left anterior descending Jl 

555 V ^3 ^3! b bb^o 

„ JJ3 b Jb 

for a short distance Left coronary artery Jl 

555 branch Jl ^uii> ^^3 

left main 63-0-0-0 Lo JJa 

two branches Jl ^JLb 
Left anterior descending <io-J Branch 
inter ventricular septum Jl Jy** 
septal perforators 1^1 septum JJ branches ^jj 
diagonal t^l left ventricle JJ branches <|Jlo3 
curve posteriorly ch^hs 
end by anastomosis with the posterior descending artery 3 

From the right coronary 
555 V ^3 60* jLo 

circumflex artery <to-J JUI branch Jl 
left atrio ventricular groove Jl J ^^Wa 
And then curve posteriorly 
Before curving it gives branches called obtuse marginal 
It ends by anastomosis with right coronary artery 

right coronary artery Jl 
right atrio ventricular groove Jl J run b* 
right ventricle Jl 3 right atrium JJ branch ^jj 

Then curve posteriorly 
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To end by anastomsis with circumflex artery 

On the posterior aspect of the heart 
It gives the posterior descending artery 
To anastmose with left anterior descending 

This is what we call the anatomy of the coronary arteries 

left ventricle JI9 left atrium J) supply « left coronary artery Jl 
right ventricle JI9 right atrium Jl supply « right coronary artery JI9 

55 „ ^Luib Heart Jl ^j^u 
balanced circulation L^^^o ^ 

^yjj <jA>tJ) J-O 15 % (J S^^^ 

o*i 15 % 

balanced circulation ^jo^ JJI Uj* 
right coronary artery supply the right side of the heart Jl jl 
left coronary supply the left side of the heart JI9 

4-4,1 (J jCLui yy <JA>tJ) J-0 60 % 

4^ circumflex Jl 

right side of the heart Jl j-o supply Is 
Left dominance l&^a-o-i 
juj left side Jl supply y jLo Left coronary Jl ojS 

right ventricle Jl ^ ^ supply y 
Left dominance l&^a-o-o 

CfcLelAJI 35 % Jl 
Jj$t JJ\ right coronary Jl 
left ventricle Jl supply Is 

right dominance La 4Jb Jt%$ 

balanced circulation L>jo^ IaJ 
Left dominance 
right dominance $ 

JIJ^ J3I b „ discuss the anatomy of the coronary arteries JJ\ „ Jif^Vl JIJ-JI &L>I 
^ f Page[29 > |^-— 
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ischemic heart diseases t^l coronaries Jb l$J JJI diseases Jl 

ischemic heart diseasejl <&\sj 
Is imbalance between myocardial supply and demands 
It is imbalance between myocardial supply and demands 

J£ supply Jl Ul b • 
oalj JJI ^ demand Jl Ul b • 

ischemic heart disease JJ etiology Jl jl 
supply Jl JJil bl jl 
demands Jl 3! 

555 supply Jl JULa3 ^Ijl 
„ La J l$*aj 
555 supply Jl JULa3 ^Ijl 
coronaries Jl J ^ jJI JJ£j Ul>1 
V ^3 coronaries Jl J ^ jJI ioo5 J1& 

coronary arteries Jl J ^ jJI JJLoj ^Ijl 

low cardiac output J**j dbl %] 
JJ3 coronaries Jl J JJI ^ jJI „ JJi Aorta Jl J gJlt JJI ^ jJI sis 

Low cardiac output J*sj 
aortic stenosis Jl „ Heart failure Jl jLp <|j 

555 V ^ (^xAls 
cardiac output Jl JJLoj 

555 

cardiac output Jl JJLoj i>b <|) „ Pulmonary embolism 

ischemic heart disease Ja*j jU^ iJLH i>L>JI 
coronariesjl J ilSLLo <us jsSu jl 
coronaries Jl J5LLo 

coronaries gJlt aorta Jl la „ bt&o l^j 
endothelium Jl La$ 
555 coronaries Jl J JJI y^l 4jI 
wall Jl J or^i „ endothelium Jl J Or^i „ Lumen Jl J Or^i „ i*xiJI J 6^** : ^ 
<u*a> wall Jl J 0^ „ endothelium Jl J » Lumen Jl J » ^xaJI J 



4^-JttJI J JJI Ofr*^ i>b J$\ 
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syphilitic osteal stenosis „ %) 
tertiary syphilis « coronaries Jl c&\z> hxtiJ\ <j\S syphilis Jl 

o»is$ angina of L&^u^ jl£ 

Congenital „ &>L>JI 
congenital osteal stenosis <us 
55 ^IIIIIIIILo 



Lumen Jl 



thrombosis b • 
embolism b • 
embolism b thrombosis b« Lumen Jl 
coronaries Jl J embolism AF jL^ ^>5Lo-o 



Hyper coaguable state gjo^ jU 
55 thrombosis ^lL^ 



endothelium Jl J 



Atherosclerosis • 
vasculitis • 



Wall Jl J 



spasm • 

( alii *U jl bjl^jJI 6Ju>L& JJI ) dissecting aortic aneurysm • 

spasm or dissecting aortic aneurysm 

555 <£tb\$ 

ajLJi f * 4^ ^jl^j coronaries Jl J&z oL>b- l^U 

Normal ^jJI ^Lo5 (^iJ ^>5Lo-o 
bad quality 

congenital cyanotic heart disease gjo^ jU 
Normal ^ LjS glkjb 

555 V ^3 Heart Jl J ischemia ^ J**^ 



: 1^5^ coronaries Jl 
quantity b • 
quality b • 
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^ jJI ^Lo5 ^qaj « Quantity 

abnormal „ congenital cyanotic heart disease Jl ) JjU jLo tfJ „ ^uis ^ jJI « Quality 

( La^^$aj£&Iu) „ Lu5-^5JL^5^icA ) hemoglobin 



Increased requirements 
loala> coronaries Jl (^j&j ^>5Lo-o 



thyrotoxicosis Jl „ SjjIj 4jL>L^I jLsJI ^>5J 
cardiac hypertrophy J*M Aortic stenosis „ Hypertension ) ^ cardiac hypertrophyjl 

Hypertrophic cardimyopathy 3! 



„ IJuf t.fl^ht 4j> JIJ^ 4-3 

enumerate the causes of ischemic heart disease with a normal coronary angio : dJ$Zj 

Low cardiac output Jl c^hj causes Jl J$&l& %\ 

Increased demands JI9 
( Normal £LL> angio Jl Jl**1 ^SU-o ) gajj spasm of the coronaries 

555 if cruris 
© I54H Jfj 

„ 4Jllfl &-I9JI 

Enumerate the causes of ischemic heart disease in a young patient : 

^ » 

Low cardiac output %) „ 
55 if ^? congenital aortic stenosis gjo^ jL^ 
coronaries Jl J ^jJI JJ%& „ cardiac output Jl JJ%& congenital aortic stenosis gjo^ 



heart Jl 4^*zo &>b- ^1 
Increased demands \Lj 



ischemic heart disease Jl oVb- 90 % 

Atherosclerosis 
10 % 4JLH yLa&fc 



atherosclerosis 44>l J Or^j 
44>l ,J S^s- 4J£ (^LJIi 



l&Jt^J JlJ-ttj (^^ifs-J ^ 42^J) „ ^ 42^J) ,J lib JlJ-ttj 

Enumerate the causes of ischemic heart disease 




f Page 132 y 



IIMIMO 

VATIOIM 



Cardiology Dr. Shaf3y 



l^«xA> coronaries Jl J Jl*s 
osteum Jl 
555 congenital osteal stenosis <ii jC 

lumen Jl 
555 thrombosis gib 

( anti phospholipid syndrome ) hyper coaguablity I&jo^ „ o) 
( thrombosis ) Protein C and S deficiency 
young patient J thrombosis J*sj Sickle cell anaemia 

555 y ^3 gib Embolism 

„ al 

AF in a young patient 
555 gib Atherosclerosis 
Familial dyslipidemia 

jr^ail juJI J atherosclerosis ^i^-o 55 familial dyslipidemia 1^1 &>b* <us jLo 

555 gfljj Vasculitis 
Systemic lupus 

55 gib Spasm 
young patient J gib „ o) 

555 young patient J gib Dissecting aortic aneurysm 

gib „ dl 

gfljj requirements Jl Increased 

555 ^Ijl 

Hypertrophic cardiomyopathy 
congenital b jLo 
congenital jL© „ ^1 b HOCM Jl 
Hypertrophic obstructive cardiomyopathy 

gfljj causes Jli 
syphilis Jl I*** U 
tertiary liu ^jV syphilis Jl 
syphilis 4JL^ jLsil U jl^ develop y tertiary syphilis $ 
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young patient O3SU j! ySLe V 

presentation of ischemic heart diseasejl Js. jzsu ^ ^JSoJ t& U 
555 ^Ijl represent ULifr Ischemic heart disease gjo^ JJI jLsil 

!!! Sd^Jb dJLSoij (^^^u^ 

( sudden death ) jL^o 3! arrhythmia 3! Heart failure 3! myocardial infarction 3! angina y JaA> 

( asymptomatic ^ ischemic heart disease gjo^ Lr iL) ) asymptomatic ^1 3! 



( 2 ) OU-JjI U>jfc 

55 ^> Myocardial infarction 3! angina y dLL^ ^>5Lo-o jLsil • 

arrhythmia 3! Heart failure 3! • 
asymptomatic 3) sudden death 

555 

angina Jb ^jclJ 

pain I&Il&o angina loJS 
chest (jis^ Pectoris 
Chest paint 

Pectoralis major 

Jx- <J>sJb dJil L^o-a>l (yb „ (joiry.tl <bjJua)l dJLasJI 

Pectoralis 
chest (jis^ Pectoris 

Pectoralis major, pectoralis minor 

4jjJuaJl 4JLasJ)3 ^ohvtl 4jjJuaJI 4JLasJl (^^JLsw 

555 4jI 4-o-o>I ^b^JLJI ,5j 
( 4JLi*u5ttl 3! ) 4J5Lu5ttl 

JWIIIIIIIIIfcb 

^is^ 43 liJ 1 j-o © 2ujufiJI « septic shock Jl 
( (ji»> j^3itl l^Lo^gi^uo ) ^33jil 4^bj iLAg^l 4JLasJl « bicepis Jl 
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„ O^ 5 ^ JU-c- „ ^jteA js^$ <J£te 

555 (i>sib 4jJ Myocardial infarction Jl 5^ 

^^JLpuj *UJ5 ^J50j> (^dj&o jauSLo „ dfju?- 4AJl 
43UL) grU^>U LfcJb JJI „ io^l l^JL^ Lo uLi jl „ 41^4 j&Jbs^JLo 

JLalb^ 4J£S J g^aj ^jiu^Ltb £3>& ^h<«l3 Jx- 

,J gib^ JkJI l^J J-ob j JJI C*-ccccJI 

UJLp Lo ^Lq^Lol) iLwLuJI (J ^J^Lo j5^jJI Luic- Lo 

„ &ol ^JL^ JLftX> j^gLQJLuO 

4JLL& jjS 4Ip- 4I£jj ^Jbl CJk-uco 4jbL> ^yu3\ „ 4Ip-j4 bl 

„ (^^JLsw 4iLL& 

glass of water jjU : J3&0 c^JI J UU1 
!!!555 fj» : 

4jI J«o*r& ja*^>3 » © (^Loi ^J&> lib (^Jl^- Oj&3l 

!!!55 Vb f*i : ^l^s 
glass of water : J 18 

555 ij>sJb 4jJ 1^1 glass of water : ^ihJ^ 
glass glass „ <Lo : J3A-0 dcuoJ 

( Cco^aJ 3! 4AJb uigula tflJb- jll j-o „ OLflJli^4>) 0-0 ) V 

^bbj5 Ifra-tJ 4^b>- 

©ib^l,, 6): Jls 

» O*^ 

LiaJb (jJbjLo (^Jl^- CcJL^ „ 4jb5^JI a) J-ox- ^Jb 
lib 6o^b> JJI gJLb Ccp-^j 
^Loa jj ^Jlp- lis 

„ yy 4$*} 

gjApdl j&> jLoJ&ilo bjl^jJI jl : 4-tt>jJitl (J 4-J C£bl8 ^feJ^l 

^JLiLo-p <Lu)jj\\ C^-jj 
4^u-t2aS CJLo>P ^JisJI 4l)l5 

!!! (Jj^ jWlSoio 4jI „ 4jI 
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^J-JbuVI (J JjULo j^I^JLo ^jLLmi 4-3 „ (J-woj ^1^1 iw^-l U bl (^^JLszj 



IJlp- jrysjC^-o ^b J^a Lol41 jl ^^u^t) bl 



jjJlb (J>sJl J-^-> 0^^- J^l jJJU^JI 1*^)3 

555! ^ijb 



„ jU-Jlp- b 

iu^L&fl %JJI : J$&> Lo JaS J^Vl jTjS dLbl 

jTjiil 



1^23$)$ (55^^ (J £jb*JI ,J 4-c&lo JL^ 4-3 „ (^^^Ji ^Jl^jI 

Jl^I 4jbl 5^ Ji 0r^^ 

jl^I 4jbl J3 „ jl^I 4jbl J3 „ jl^I 4jbl 5^ Ji „ jl^I 4jbl 5^ Ji y Jl*i> 4-3^j 

jTjiil Sel^S ,J Ja^gdLcD 4A)b ^«3l JL^ 4-3 b 
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chest pain « angina pectoris Jl 
ijLaJ) aJLaafl aUo^l <lq*J Myocardial infarction Jl 

^LulfiJI 4JLosJl eLal^-l 

Angina pectoris 

Angina pectoris 
chest pain ^i** Angina pectoris 

f>))S ^JlSJ) „ *<LAs t^-o-J j^Aa 

Angina pectoris 
By definition 

Is a transient imbalance between myocardial supply and demands 
It is a transient imbalance between myocardial supply and demands 

Without myocardial necrosis 
Without myocardial necrosis 
„ bjb la 

myocardial infarction Jl 
Is a permanent imbalance between myocardial sypply and demands 

Leading to myocardial necrosis 

angina Jl £lx> definition Jl |j£ 
etiology Jl 

ischemic heart disease Jl £b etiology Jl 
atherosclerosis <j£z> oVWI j-o 90 % U5S U^l 

atherosclerosis Jl J fjV 
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4jbl jl <L3 JIJ^ jJx- ^5^5^ dJil Jtst>3 
^jb b atherosclerosis Jl 
© iV^I b J 

555 4jI ^ SjL^ atherosclerosis Jl 
^jJ! J ^Lo cholesterol <us „ blood vessel b 
deposition sub intima <iLas^ JsjLvJ^ jl ^ SjL^ Atherosclerosis 

intima Jl ^jls^ JsjlvJ^ 
sub intima liu^ 

sub intima J-05J J^^Lo-J^I U jl^ 
macrophages Jl 1^1 b^ ^Shj 

555 4jI 1^1 b^ 
Macrophages 

l^-o-tt>l l^jr^ J3jLu-J5^JI J5b U3 

foam cells l&^a^ 
pathology Jl J \&$>j± 

555 4jI 1^1 
Foam cells 

cytokines glial* „ Jsjl^J^J) JShj U Macrophages Jl 

555 4jI Jasj cytokines Jl 
proliferate « epithelium Jl J&z 
Proliferate « smooth muscles Jl Jls^s 



cytokines gllaia macrophages Jl 
proliferate & JJI Overlying endothelium JJI epithelium Jl J&a 

Proliferate l^JI^ JJI smooth muscles JI9 

what we call djo^ l£J 

Atheromatous plaque 
555 4jI 1^1 

Atheromatous plaque 

Proliferating endothelium ^ e>jL* atheromatous plaquejl 

Proliferating smooth muscle cells 
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j&£t) ^Jo || iuiaJ) s\$So\ gjjij 



fats 43LJLo Macrophages l&t&os 

Ho blood vessel Jl Lumen Jl Js*m> 

55 6j5 jLo 

bloodvessel JJ occlusion Jasjs thrombosis l$Jb J-^*j jSLo-o „ jUS^ 

atherosclerosis is an inflammatory process 

55 dib Ju?- Jlp- 

It is an inflammatory process 
Macrophages and cytokines 

„ <L*J)J JJ\ lib JIJuJI 

55 sub intima ^jl*> cholesterol Jl Js^j JJ) <o) 

We have no idea 

55 sub intimal Lumen Jl cholesterol Jl Js^j JJ) 4jI 

We have no idea 

risk factors bJag- 
^Jl or^ji^ Ult Risk factors 

Exogenous • 
Endogenous • 

Exogenous risk factors 
endogenous risk factorsjl^ 



exogenous risk factors JlJ 



reversed Ia^o^ „ Jb ^-J l^J 
555 V ^3 (^JLojfcls „ l^s ^£^i> j^-o-o jLxJI 

555 l^s ^S^j jLsil ^>5Lo-o JJI exogenous risk factors Jl & <ol 
( exercise J^L^ JJ\) I j » a** : ^ 

6jre>Lo J Maximum jl&Is 
sedentary life 1^1 



smoking #3) ^ij 



risk factors of atherosclerosis Jl ^shi ^ » o^^ti 

555 dJ 

We have no idea 
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High fatty meals 



jAujdLu-o do^jxo jLLoac^o JlC'Is Jl^-Ij J-cio ^^^JLszj 

555 personality <bl ^b 



anxious , ambitious JJI 



dJL>j J 3^0 Jtsc- „ JL&ls Lo 4J*Vj 3^ JJI 

giLo jjJI (jJbl b Cutis' „ jJ) IsSL*^ 4JLfc) JJI „ (j^gJ) (jJLJI dJil JaJaJb „ S3J 

555 ^ISJ) )i* Or^j^ 

djrp-Lo ,J ^.obLj „ gL 43) 4IaJs3 „ < r *jSJ ) J^ Js>\3 UL^o „ jj&JI I Jub bb&o J-po 

(j^o s Jl £3^) j-03 

ischemic heart disease J incidence J^l 

In doctors , lawyers and business men 

„ <L«J J^l 

business menjls lawyers JI3 doctors Jl 

3^jJ ^ ^JlSJl jl 3J 3 „ jU5 4p-b* 



Infection Jl 



„ I b I^^l) 

Myocardial infraction j-o lopio J^ 4^ ^LJ^ j^Io. 4^ jl : JJI 

atherosclerosis l^s JJI &*JI J^ 4^3 
culture 14^3 
Chlamydia Jl Organism l&t&o gib 
atherosclerosis is infection „ ^ : dJ\3s 
tfuu* SjLt anti biotics y atherosclerosis Jl ^Hab „ 6lj3 J^JI I1US3 

4.^0.11 j I „ Gd5 Jusj g^Jl 

^jJI J Chlamydia Jl „ atherosclerosis gjo^ jLsJI jl 

l^S C*3jJ 4iJub 4Is>- Cufij 

^JL&> V^x^mJI {jfuuS iJ^J 

theroies Jl 

exogenous 1^15 



endogenousjl 



irreversible l&jr^l J^jiio „ l^s ^S^Jl J^jlIo b) JJI oL>L>JI 



Age Jl 



endogenous b!!!5i>j££> jJlB 
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40 Jl j-m (333 j^S^o Sale „ vjrvsejjSH o-u ^553 



sex Jl 



© males Jl ul&) 
Menopause Jl J-i females Jl j-o jtf) males Jl „ ^3) b 

„ y*(J^5 ^u.Q^fl.?.«.f> J LcP 4^S jLaLC- 

females Jl Menopause Jl 3^ JJI „ cr^jVI 

females Jl j-o jS\ males Jl 

Menopause Jl 

equal \sljj 

\3j © Jj>I jJ Jj>Ij 

Menopause Jl 

555 4J 

is protective against atherosclerosis « estrogen Jl 

„ 

© JLqJ) ,5j „ 4p-)jj> 4a>lj-o ^3& iib> JJI 

Ivil 0^5-13 » C£°5-13 » o*^5^° 6^ » £>51jlU ^UaJJI dJ$jL& b) 

„ b I^^L) 
sja^j jSlJCc* ^b 4-3 

cardiology Jl say /li> ^>5Lo-o 

6^)3 3j-o „ ^bl ^ja^-o^- alao JL^-b 

eLc- <j&b Jlo ^>jyO-i bl ^aT (^JL> b 

J cardiology Jl jSIJj ^13 4^3 

4£j*«j (^uU-o 4jV „ ^jOj-o ^ll^o la 
„ jast> ^3 ^JLo <iM 

CJ3JI (J J3JL9- Ja^j Lot b 

^b! j^uw^ cardiology Jl 4lhhb* bl ^i** „ ^3; J o^^h ^ 

5jb>) ^bl dj^JUN J^-b „ 0t^°5^ (J 
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4-Jb 3j-o ^51Ju> 4j) ^jrp- (J 

fbl 4lhhlg- 1>I 3J „ aiiu jS'llu JJI £^3 

L^luSl „ ^bl (J (j£aJ3- 3^3 

4^sb JL^ I32JI3 

» JJL^qJoj b 



J^Jlp- Jx* (juoo ^JLo JLo-I^ 4-3 to „ 4jbb 

giL> J^JlpJI „ J^JlpJI <ja> Jx- „ J^JlpJI ,J vSJ^ J^-lj 15)3 
„ ^3) b 4*^5l**>l j^ls jLo bl JJI „ 5-^>>3 
JalgJI ^uJ6 Jua> dbj Jp ^^*xo „ 4-J „ 4-J IjI^J „ 4*£-3X*J jil3 jLo bl JJI 
v iULp ifJjguaj (jAitJI jl Jp j^lo 4J3 „ «LsJI 4 j*lOj Ju&>3 
© ^JLJLp diguaj ^Ul jl JU5t**> c^Ji 

!!!55 ^^^ c ' ^Ul jl l^p^ l^l c^ 52 ^ 

IJlp- 4ho« > Obfbo ^JLp digualJ CJb ^Ul jl Cl*-p-j „ 4jbloxf) j-o 4Jb-j4 I31L03 l^l 

555 4j) ^jls^ 

db^o I^Jl^-Ii^ JJI jjiSjJI I3jIi3u jLLc- 13 Jlslqj I59UJ U „ J^ls- ULi* CJl 

4kc t gj3 4JL^a>5 Salt) : dJl§ 

4JL&3 4^5 S^UI : JJI 6^ 

^.LaS la „ 4-o jLtaip^o (j«.Lqb b V : J3& 

dill U ^5l»o ^J&^o 3! „ 4^-1 /*i> ^£-oJ£-o JJI 4-J 

4aSjO 4lbU) jl k-SjLc- CJj „ *Ls-o S^UI : ^1)5^0 JJI jl „ 153331 o"iS^ 

sadism „ ^b 4^3 



(jJLcu^3 4aLsl> (^JL^u^aj „ (^JLqJm&j JJI bl „ (^Jby^ JJI b 



^SLoJbls (j^IA^o bl 
^^UaiJI J3^jj| juSUl ^SLLojI 4^aJ| 4b Jo di)) 3 
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j&£t\ JwJs || iuiaJ) dl^l gjjij 



5 



^Jlo CJl £3>S 



( f^SJ iZjutJ ) EBB 





» Js^f {J^S ds^f 

,^d 4JLp-j-oJJ CJL03 5) CJl Id „ (^^Jl b „ J^Jlp- dlta^ Jt^- (J !!! dd 4jI 

^JLol (^Idl j^Jisixo j2?5ji4l 
J^Jlp- dlta^ Jt^- 3-^3 >» J^Hj ^ 4JL*> (J CcJb CJl Id 
!!! ^d I4J I32JI JJI 4&1&JI 4jI Id „ l^-i I32JI JJI ikbrJI C*-o yjio 
4jI J-oj^ CJl dJgJLPu Jts- jj\*> (^^id <blx) 
• • <|L3! SjSIiUI {»Ua3 : J3& „ ^Lo 

J& 

® ^i?h< f!i (J dUL^ub^JjL** ^ilho-l^ „ djxJi) ddybo\$ „ (^1^1 b „ J^Jlp- j^Ua^ 

angina „ ^3 b 
endogenous 3 exogenous <us 
sex JI3 age Jl « endogenous Jl 
cr^j^l 6-* 133s Sdb „ age Jl 
o^H &J l& menopause Jl „ j6\ males Jl menopause Jl bJ$$ „ sex Jl 



Hypertension 3 Diabetes 



4-ubdl 
sex JI3 age Jl j£ 
|: dUIS 
risk factors J^d 

Hypertension 3 diabetes „ 6i9^ j* 1 * bl „ ^4*2*5 JJI f^SJI jLo b) 

Age and sex 
JJI #uJ5JI ^uf I sex JI3 age Jl J ^ 
^3 sex 3 age « risk factor Jl J J*$LjSjj* 



familial dyslipidemia 
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It is a risk factor for atherosclerosis 




associated with high incidenice of atherosclerosis &g 

55 Why 
We have no idea 



myxedema $ nephrotic syndromejl 



555 nephrotic syndrome 4J 
Hyperlipidemia ^jo^ 

55 V ^ ^3) b blao 

555 Myxedema 4J 
llco cholesterol Jl jU^ 

cholesterol Jl ^uXo JJI 5^ thyroxin jl l^l 

risk factors J£s 
Exogenous and endogenous 

Lbjr^l ^>5Lo-o exogenous Jl 
Lbjr^l jijjJLo endogenous Jl 

clinical picturesJJ \& 
5555 clinical pictures <t>b JjuL> angina I&jo^ JJI &L5JI 3) „ angina gjo^ JJI jLsil 

555 Symptoms 
Pain 

analysis 4JU*io ^jV pain ^5)3 ,,51^ 

555 cause of pain Jl 
JJi Heart JJ ^lj JJ! ^ jJI U jl „ J^a #L«)I J pain Jl 

anaerobic metabolism JJ ULa heart Jl 

mediators gitaj 
adenosine „ kinine „ lactic acid <|j 

sympathetic fibers JJ irritation J**^ & mediators Jl 

heart Jl supplying JJI 
pain Jl dJUgfo 

555 cys \JL t A pain Jl g& site Jl 
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Pericardial pain 3!,, Retrosternal 

55 V ^3 ^3! b blao 

555 nature of the pain Jl 
Compressing, squeezing, heaving pain 

55 4jI t^*su 

j^sCuj (^jJ-o „ ^jJ-o ^U- d^- „ djJus : ^5^0 jLxil „ ^3 b hjfc ja> 

stabing pain 3! stitching : dJ^ *j\ Very rare 



stabing 3) stitching : J3& 431 „ It is very rare 

Almost impossible 

compressing, squeezing, heaving pain, crushing pain : dJ s Ljb 

character of the pain Jl 3) nature Jl b 



555 Pain Jl ^ ^1 4jI 

Physical „ emotion stress „ sexual intercourse „ ( GIT Jl £>lj d}S ^ jJI j'V ) heavy meals „ Exercise 

quality Jl ^ „ Heart Jl Js. Load Jl &>b* ^1 „ exertion 

555 pain Jl JJib ^1 dj\ 
Rest and nitrates 

relieved by rest or nitrates always indicates angina « chest pain „ ^^1 

555 false ^True 
false 



555 4J False 

Nitrates JI3 rest Jb relieved „ esophageal spasm <us j'V 

MCQ Jl J always loJ5 
Always is always wrong 
Never is never right 

MCQ 4JLw> J t^uaJ „ always loJS ^i** 
MCQ J t^uaJ „ never loJS 
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Never is never right 

JaJLc- (^^JLsw 

Always is always wrong 
anyway ^41 

activity Jl J-oio jLxil ^ relieved pain Jl angina Jl ^ <us jl 
( 6jS Ljij ) walk flow angina l&^a-o-o 
We have no idea in mechanism 

chest pain 4L^> „ jL^ <us 
walk flow angina 1^1 

555 ^ refered 555 pain Jl 

Jaw JI3 neck JI9 shoulder Jl J 

left Jl especially « shoulder JI9 jaw JI9 neck JJ 

left « always 
right JJ 

medial side of the arm JJ ^jru 
Medial side of the forearm JI9 
medial two fingers JI9 
epigastrium JJ ^$jos 

55 b blao 

„ l& JIJuJI 

555 angina gjo^ jL^ 555 chest pain Jl j£ jLsil l^o Jjl&j 4Jb &>b* <us Jj* „ gj5 bt*o l^j 

„ ft! 

dyspnea y vilLSo^j 
contract ^ jals jLo ischemia Jl ^>5Lo-o 3* U 
transient « lung congestion Jaa> 
ij^lsa daflj dyspnea y dlSsJuj ^xsu 
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dyspnea Jl j£ „ 2Jlx)l 
arrhythmia « palpitation y d&Sz&j 
arrhythmia j-o JjuL> jLsil « palpitation Ja^i* ischemia Jl 

• • ^! syncope y dLL^ ^>SLo-o b 

^jrdblS duJ L^l Lo 

vagal activation ^U*> pain Jl ^>SLo-o 
nausea and vomiting J-©j*> 

Sj£S Jl* pain jr£ j-o J^j ^>5Lo-o manifestations Jl J5 ^ 

angina equivalent ^5^3 

555 4jI 1^3.0.4^3 

Angina equivalent 

syncope y dLL^ angina Jl jU ^>SLo-o 
pain Jl Sjru* j^JL^o^ syncope j-o JjuL> 

4llL CJI 131 yi 
55 if ^3 cruris 

palpitation Jb d±M jLsil ^>SLo-o 
dyspnea Jb dUL^ 
nausea and vomiting Jb dUL^ 
4ifL> CJI 131 yi pain Jl 5jru*> Jl^a^ 
angina equivalent 1^3^ 

^3333! diJaJ 4p-l^t> ^JLc^j 

the sense of near death „ ^UJJ j^l 1^1 &>b* 

J32Sa b bl : (jJL^JI ^a^il jL* <^3^ ia^UI 5^ JJI 

history of eating „ Jbii^VI 4a,©j?JI ^ jL* jlS typical a:> £3-0341 ci^ 5j£S 

b O3-S bl JaflJ Co?-c.u' Lo £>jJ*-o 

extensive Ml gjo* gibs „ ECG 41U* J3kU 
j^ilSLo ejection fraction Jl q&jo „ ^ pis' jl» I^jlo &l*jJI Jj>a 4jb jlo^JI^ 

^^sSUJ) J-o^o j3^$'jJJ 4Jb 3j-o g^>>3 „ J$&$ b 03^ bl „ $a 4aiUI J jSj-o j\S jl 4AJ Jlo^JI 

J3^$'i b 03^ bl : (jJL^JI ^a^il jL* <^3^ ^ ^^-N 5^ d-M 

555 4jI (jis^ : 4)3^ 
jLst> : dU^ib 

555 4jb j^^b- „ i^ijU- b! Lo : 4J3AJ 

— — fVage 147 > |^— — — 
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555 4jI t^*su : 4)5^ 

!!! ^jfcls JLo „ b 03335^ „ jb*3 Jl L >^b- „ £>333$4 : ^3& 

„ (jj^*sJi j^aiJI jL& 6d5 3^5 

sense of near death Jl b 
i^l^JI J3P0) 63.Q.UUJ JJI 

„ S>£s ^3 

^^jua <to-a>l J32fa angina Jl ui-03 JJI 

J^d^ jj^juA 

angina <i% j$£^\ 
angina jLo myocardial infarction jll actually 

*wO$L> JU^ attack Jl 6 Ju£- 3^3 jl53 

)jt£j (^4^1^-3 „ )jt£j j^-ttjl^-3 „ )jt£j bl 

to honour this doctor jU^ 
cardiology « textbook yltf <|) 
angina Jl Js. U 
( JjU ^jls^ ) italic ^3^-0 <us ^Vi& 

jJdjuA j3^5jJ1 LJ3ISL0 

angina Jl J I3JHU c^^i 



„ 4JUI &>l*JI 
sense of near death Jl „ b 13^ 

dJba$j (j^jJiLu-o jLsJI ^Lu^-I Id 
O3-U j-o e-Oji VsS jl5 JJ1 VI 6d ^Lu^yb (ju^-o ja>Jl^o 
4j 1 JuaBl b) ^ya^fe O3-U j -0 ^-^3^ <J ^9 jll JJI 

dLup ^ld) ULb JU-c- vibL?- Jajjw L ^*-a>b?'3 „ (J^LpuXj dbl L ^*-a>b?'3 „ jb^JLo dLi§ ^^ll> 3^ JJ) 

JJ1 VI 4SjS£ j^Jt^O ^Lu^-I Id 

^9 4I^jj>3 bl „ q&hl$$ 

jiajJI Jqsj ^41 

symptoms Jl ,$s 
signs Jl Js. ojS jsj Jj>jl> 
signs Jl J ilSLLo <us 

The most common finding on angina patient during the attack 

Is nothing 

during the attack d^Ja angina Jl jU 
f7"age 148 
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completely normal 
55 ^5^0 „ Sjr^o J ischemia Jl 3) 
^3 „ 5jr^5 4^ J ischemia gjo^ jLxJI 5) (^j^ 

al^JI ^3 jLJ^Lo 

pain Jl jU^ tachycardia 4^ ^JJI 

555 V ^3 ^3^o 
555 J®] ^SLo-o 

general examination Cua^ss j^S 1^oj» Ischemia Jl 3) 

anxiety Jl sweaty 4J& 
arrhythmia gjo^ ^^3 
congestion gjo^ 3) crepitation 4J^ 

55 

evidences of the underlying cause 4J^ ^>5Lo-o 

Xanthelasma ^i** 
555 ^3^JL© 

during the attack l heart Jl 
S3 ^ 
555 S3 j^/li 

increased blood flow from the atrium to the ventricles 

flappy myocardium 3) 

555 flappy 1% heart Jl ^iol 
Heart failure 
ischemic heart disease 3 

Mitral regurge y^j c&**3 
papillary muscle dysfunction 4^ 
!!!55 papillary muscle dysfunction t^l &>b* I^jl^ <jLo 

555 V ^3 papillary muscle Jl b 

CUSpS Jl J 4SL*>lo ^ JJI 

c^-jJ cusp Jl JiiJ jLu£ contract 1^31 j2?3ji4>l 
atrium Jl J o^i^ jLA^ 

^ f Page[49 > |^-— 
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papillary muscle Jl J ischemia 4^3) 
555 contraction Jlo*** 

j^aj joaj cusps J la 

regurge J^j$ mitral Jl 

lung congestion dl&s 

S3 g-o-ttJ j^-o-oi 
Papillary muscle dysfunction 0SU-03 

in between 

Normal glL> ^>5Lo-o during the attack jLrJI jtflil 

555 In between UL> 
Normal 

evidences of the cause 3! 
Aortic stenosis „ Xanthelasma 

55 £-0)3 

eULuJb jl^ signs Jl ^3 symptoms Jl V 
(A cases 3^ 
)jS „ Ids' „ I jtSo Jlxiuo jLxil ^LL^ ^jLsw 
signs Jl ^! angina Jl c&kj symptoms Jl : dJ$Lj* jLo <jSJ 

InvestigationsJI 
^4,1 p&J] b Investigations Jl 
during the attack « investigations 
In between the attacks « investigations 4^3 

^29$b <:j|jl3laJI J jL^ JL> 

angina gjo^ 

555 4-oj-o4,l 6-0 IfrJlaifr JJI investigations Jl 4jI chest pain j-o JclLo 

ECG • 

Cardiac enzymes • 

chest pain <|) 

cardiac enzymes 3 ECG ^JLtai^ „ angina Jl suspect „ chest pain jL^ 
^ f PagelSO^^—- 

^ "^5oi)jy cj^ " J^ " ^ Ju ^ 1 : g ^^l J^ls » ill VI dJl V : j^jJl J^asl " Jls ^JL>3 &Js> ill Jua " jl 4^Lo JJI3 ^iojdl j-Lu> J Cu3 



IIMIMO 

VATIOIM 



Cardiology Dr. Shaf3y 



I^JLoj^ ^jV J^a 

cardiac enzymes Jl 
Normal glka* 

necrosis jLcio 

555 Slol 4J lydUs JI09) 

To exclude myocardial infarction 

555 <£tb\$ 

555 \3j 4jI ebj^ ECG 

„ 4jI (j^J5^ ECG Jl 

ST segment depression angina Jl jU J ECG 

T wave inversion $ 
!!!55 jufl 

!!!555 a^J b ECG Jl I^jl^ jLo 

depression « ST segment Jl 

inversion « Twave JI9 

elevation « ST segment J-o^o angina Jl j-o £$3 <us 
Prinzmetal's angina 65^0 hyperacute T $ 

coronary spasm Prinzmetal's angina Jl 

depression jL© ST segment elevation J**** 

angina Jl o^b* ^k&o 
ST segment depression 
Inversion «TwaveJl3 

ECG Jl c£** 
arrhythmia 1% 
555 4jI ^ 

ChPbo^ 5) blx-o j5j „ Sjr^o 4i5L'jLo lib 4*9 

ST segment depression J**^ 4Jb oL>b* 4^ 
sagging J-o^ digitalis JlSlio^^ 

^ f Page|51 > |^—- 
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cardiac hypertrophy Jl „ bundle branch block Jl 

ECG Jl (J l&9.a,uiD l^l 

Strain pattern 

M i\Jii jj Jasu g-o ECG Jl Jt^tL&o, 555 4jI ^9 6Jtl jLo 

ST segment depression J-o^ angina Jl „ ^ jLo ^i** „ tjju-o 

555 4J5LUI 4jJ 
chest pain 6Jl^„jL^JL> 
Hypertensive and diabetic 
45 4jlo> „ ^.siiil 
typical chest pain y ^jl$iaJI J±\*s 
Retrosternal, squeezing pain 

nitrates ^LJa^i 

ECG 4fLJU* nitrates Jl ^lLjl> lo JlS^ 
T wave inversion JI9 ST segment depression Jl tuit 

angina ^ ^LojJ CJ3S 
esophageal spasm „ : Jls 

!!! ST segment depression JI9 : dhl^ 
cardiac hypertrophy „ Hypertensive lo : Jls 

ST segment depression 0350 <>5Lo-o 
cardiac hypertrophy Jl c&kj 
55 V ^ ^u^\s 
555 

ECG Jl Js. dus jlai^! j^jjiio jL^ dus jl „ diSLLo ^jo^ CJLi 

555 JbJI 4jJ3 „ 
ECHO during the attack : eUls 
ECG CcU^ u! (jis^ 
^Loj^ til C4BU0I „ ST segment depression Cu& 
| : 3^3 angina L>l 

ECHO J^3 

a a* J-ojsto heart Jl ECHO Jl J j^ijiAl 
angina gjo^ jl : eU$&> ^ 4^Jls „ c*Ja)$ ECHO Jl do^ 3) „ 

regional wall motion abnormality la^m^ 

— fpage|52l— 
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55 4jI t^A-J 

Regional wall motion abnormality 

So, ECHO 

during the attack J**i> ^>5Lo-o 
(5333 1 juSalilo ECG Jl 3) 

cardiac enzymes JI3 ECG Jl tfsj) 

55 £-0)3 
55 ^3^j3lo 

It is not a routine to do ECHO during the attack 

» 

l& in between jLsil J UilSLLo 
„ SaLxJ) J jL^ JL> (jJL&j 
jjLol J3! chest pain JL> b! „ b : J3&0 
shoulder Jl J Retrosternal 
Typical angina 

555 Sj-o J3I 

<liak> CU53 6^ JaS Olj-o 4 „ 3 JjL> 4AII3 : Jls 

555 JWI3 „ yJa 

normal gJLLdb ^3)^ ECG <d"JLo^ 3) 

LlU^ Lo 55 y ^3 ischemia <us J^ jll 131 ML jU^ 4pL> 24 ^jlo Js. ^Js 4U*j ) Holter <iU*j ebl „ 0^)3 

( arrhythmia Jl J 
55 V ^3 ^3! b ojS jLo 

4pLo> ^^^3 4*jjVI during attack ^>5Lo-o jl 

555 JWI3 „ ^ 
Holter Jl jr^ liu 
exercise ECG 4U*3 
attack Jl J <iL>jj 

555 V ^3 ^3! b ? 3^o 
^JLp 4jb) L^3^ij jLLc- ^3! b bjb J 13^} 
— "^f Page|53^ 
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4Jb?&p (jSLowo „ bb b 4j>LLo ^jV jLo 

electrodes <dla^jL> 

^5jJ?UJ 3^3 yJL§ ^u>J dloJt) (^^JLSW 

,hy«MJ 4-u (^ucfij jl^f Ja^3 

l^-ju> <bLLtl „ ij^lss 3 J5 
J555J3JJ <j*>$jj du^u)\ la „ 3 J5 

4pjuJI (j^lsa 3 J5 jl J555J3JJ ^^jj 

4j>LLU ^Js> J^^l 

blood pressure Jl ^a-^ ^jV „ &LUI Js. ^y^j 

ECG Jl jcujs „ Heart rate Jl 
555 £-0)3 555 V ^3 ^3^0 

555 angina jLsil ju^l ^iol 

arrhythmia 3) ST segment depression J ECG changes ^Vi&S^J • 

3^3 chest pain dJLo^-j 4>l „ ^1 • 
3^3 Hypotension 431 „ • 

„ eUb ^ 

exercise Jl 55 4jI ^3 a a* jLo „ ^ hsuhi\ ^yA U ^jiAl 
ischemia <i% ^jl** Hypotension <iLa^j 43^ 
cardiac output Jl dli 

4j^h)l j-0 gUj| ji^ 3J 

ischemic jLsil liu 
Which means ECG changes, hypotension or chest pain 

4i)l jl 555 £-0)3 

4pL*> (joj jU5 (j.a.<tu.4t<.U ,J 4^-ljj> *L <t<h< * j3-l i^Jtic- jLLc- J^l ^3§) 
4pL> Jl» 48 &L9JJI „ dill jSb jrp- L^Jls^ Lbj3 
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jSb lib J*So 

Normal jLsil $J „ JIJ^ 
555 normal CJI „ ^is^l ^loI 
target heart rate JJ U 
age Jl jasb 220 5^ target heart rate Jl 

age Jl jasU 220 

4JL**> 40 4JLtt> JJ) (jLcSsJl (jis^ 

55 ftf target heart rate Jl 

180 

180 4^1^ heart rate Jl Jja$> U ZAxJ jLsil 

chest pain 4L?l> U ^ ^> 180 h\*J Jja$ 
ECG changes J-*a^> to jr£ 0-03 
hypotension U ^ 

JiJI CJI „ 4jbl J^ JSul : dig] 

target heart rate JJ J-09 $J 
age Jl jasb 220 5^ JJI 
3^1 b fi>:> LJ5B L^l 

exercise ^Lo^l J^jiio L>) 

555 exercise <iLo^l J^jiio JJI jLsil 
ST segment depression gjo^ already jU 
AF 6Jo^„ digitalis jl^L already jL^ 

arrhythmia gjo^ jL^ ^jls^ 
digitalis Ju>L$ 
jU5 ST depression ^LoU digitalis JI3 
55 4-J 4jjj>ti 

arrhythmia gjo^ already ^ U „ l^Jb j^ju* JJI olo&JI 4jI 

ST segment depression gjo^ 

!!! 4jI Js- j3^I jLLc- „ 4jjj>) 
555 V V 5 ^^Is 
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ST segment depression gjo^ already jU 
exercise ECG dJLo^I 4jjj>) jLo 
ST segment depression gjo^ already 5^ U 

» 

555 4jI dJLo^b £>:> jLsil 
Ui Exercise ECHO <iU&> 

already ST segment depression gjo^ JJ) jL«M 
cardiac hypertrophy „ bundle branch block Jl 

digitalis I^jl^L JJI 
exercise ECHO ^U*j b 

ECG Jb <=uU 

ECHO Jb 4Jb 

Exercise ECHO ^u^l 

jujj dJU& contractility Jl 
ischemic ^ &*JI 1% „ JJix> contractility Jl te* l^J c*^ 

exercise ECHO <lq*J la 

555 Exercise ECHO J-o^b ^loI 
Exercise ECG 4JU*1 J^jiio U 

Heart failure gjo^ jL^ „ Jjjjjllq cry^ ^ 

555 pain eUL> ^ b 4jI 
dyspnea V : 

Lower limb ischemia gjo^ jL^ 

555 chest pain eUL> : <if$£> 

^b>j V : 

obese jL^ 

La.cjh „ Lower limb Jl j amputation cjo*. jU. 
f Page |56 > |^—— 
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aortic stenosis Jl „ aortic stenosis gjo^ jU 

death ^>5Lo-o « <o>^ 3) 
sudden death complications Jl j-o^ aortic stenosis Jl 

exertion <us J^l 

Aortic stenosis , cardiac disease, lower limb ischemia, amputation of lower limb 

» 

„ bbs-o lij^Ji bjfc J l^-toj „ <L>b ^.Ujg.b 
!!! j^jwJI 3^3 djjsxii 
555 4jI ^JLs^ 
555 4-J 4jjj>t> Cu5 b) 3^ 
blood pressure Jl heart rate Jl ^jl jU^ 
ischemia Jl jLa demands Jl ^jU 

555 

^jjuJI ^>b 3^3 tachycardia <iU*J Lo „ 

Dobutamine 4q*J ^ULqJLss3 
^>b jLsJIi tachycardia J^*> 
ECHO Jb dulz jo** 

dose Jl *sf\s Dobutamine aiaigA 
ECHO Jb ^95^)3 
jujj contractility Jl j^jiA) 
jl>3^ Heart rate JI3 

„ J£> ojojI 4^ J contractility Jl CcJLl 

ischemic liu 
555 V ^3 ^5^0 

pharmacological exercise L&^qj ,$s 

frl^Jl) jbxJI bl (jiS^ 

&)jj> JJI 3^ e^jJ) 

tachycardia J-o^ U^l „ hj^> 3! 
Ischemia dlsxit* tachycardia JI3 

^jjuJI Jx- ^jb 4-JL^3 t^ii-ttJI Jx- dJbblta^- ^3j 

Severe tachycardia 
Severe emotion stress 
Ischemic heart disease 
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very dangerous „ & tL^l ^ 
Sju^JI ^> myocardial infarction J 4L>ju ^>5Lo-o 

flll>> 

!!! b fl>> Jls ^1 
555 ? l>> JB JJ\&> 

6wUj& 3^ 

gp-ji „ ^41 

!!! £3-0341 J ^JSoJ ll>l ^lj^ ^3 „ Li J-a«iu JJI ^Ij^ : dJu^s 



„ ^4! 

6S £3-034) Jx- jruU 4-J 3^JI Jjb (jis^ 55 (3>ft^> 3^) 3^ 
!!! dJil ^Ji^o JJI 3^ 3«JI Jjfc ^Xsu 55 ^^aiaJ) 
555!! 6Jil U3»>>& cr^-**' ^bJts93 » ^JLl& ^5b^3 ^5bJt£- 3J L^-l (^i»> 

555 Mutation ^SLa^ 
Mutation ^La^ JJI Uj* ^JL>yi „ V 

„ Obj b 
duj 63^^ LJ ^3 „ d-od j Jail 
^ Jb^JJjzA Otb I313J l3^J „ ^JLu gJLb 3J3 
jl3-p- b ^J&l JJI bl „ bb b J^ua£> Id 
jl3-p- b ^ „ b! ,5jr^ ^J&L) j^J^o 

„ bias I3-0J 

exercise by drug Jl 
Pharmacological exercise test 4^1 

4jjj>J j^SjaUa JJI jLxil (J 1^3 
\^jio3\ „ ECG ^.U-vj c^J^ lA ctyL^ Lfl^> 

Exercise ECHO IlU* 
pharmacological exercise ECHO 4^3 



555 ECHO JJ a>Ju £>L> <ui 
isotopic scanning 1^1 „ a! 

4rA4I jjUajJI ^IJlpu^I 

( Technetium 99 & Thallium 201 ) ^ LioSo 1^1 ^Jtf l^J Salo 
JLojzIou <ja>UL-o ^3-JIaJI „ ^L J uj & J ^j&£LmJj> LJb Uil 3J3 
technetium Jl ^ jti*i«J tu& 
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„ jLxil ^5j^ dbl Salt) 
: dJ\3 J 

Intravenous &s SdLU 

„ b ^IIILo 

coronaries JJ J-o^ 

Iajl^L heart Jl 
guLo ti> 4.u^ Heart Jl „ ^LJjSjJ\ jsAj 
Gamma camera y jLxil j^^lo ^9^3 

heart Jl J sections j^fcb Gamma camera Jl 

CT Jl 

^p\s L&l^ hLuh\kJ] J-ob Heart Jl 
555 4jI gJLLdb section <us oj^> 5J 

t^sls jfljJI jih^ g}h~6> 



oj5 jJaJLtl LL^sJb j^^a iA 

Ischemia l$J ULj 



4pL> 5Jl4 £Jjfu«-o jLsil i-.ict4> 

^ l^Lolj jL^Lo „ Ischemic Ciff 22*JI 

reversible cold spot : 

555 4jJ 1^1 
Reversible cold spot 

COld Spot l^o^l „ 4&<Lo jLo 1^31 ^yb Lo 

jLsil Lo Normal c*a>j 1^31 
reversible cold spot 

^ f Page|59 > |^-— 
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radio isotopic scanning ^>5Lo-o b) 
After exercise 
Dobutamine ) drugs yil 

jl 55 £-0)3 
555 V ^3 ^5) b ?5 ^o 

coronary angiography dl**j dj\ 
femoral artery Jl hjkJL Jum LSI coronary angiography Jl I513J 

coroanries Jl aorta Jl J* 
coronary arteries Jl Lob) jL>3 

555 y y 3 ay 5 l b bl« 
555 jrywwl^.c.uu b 

Investigations Jl 
djusu coronaries Jl ^io* „ coronaries Jl dLj^ 
duuju coronaries Jl ^&$&ut 

555 jti ^uflil^ 55 y y$ (3t^ 0^ ^! ^3-&>,9 
80 % „ 70 % Jjb 555 4jI al a:> £ua)l j\jL* s 

555 y y^ ^5^0 

coronary angiography Jl 
Is diagnostic tool 

555 invasive b jLo „ Jlj^ 3* ^ 
complications 1^1^ 
femoral artery Jl J J^la I5I9 „ ^ Jj>jo* JJI S>k«&l 
Hematoma dLU^I ^>5Lo-o b) U 
Lower limb Jl J Ischemia J-o^loSU-o 
Aorta Jl l^sjj JJI 5>k«&l 
(dissection ) Aorta Jl £b wall JJ Injury J*sj ^>5Lo-o 
coronaries Jl £b wall JJ Injury J-©j*> ^>5Lo-o 

„ JIM 
555 ^1 l^JLo^l 

inconclusive « other investigations Jl $J S^l 
y y^ ischemic ^il^l jals jLoq. Exercise ECHO 4JbdUs ^i** 
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555 4jI Other investigations Jl 
Inconclusive 

other investigations Jl 3J 3) 
large area of ischemia <us jl „ 

555 4jI ^Xsu 

chest pain JjlZuj jL^ Jb> 
radio isotope scanning *hL& 

htA!p\ s\$)o\ JJI 

5jru5 ischemic 4^ 4^ jl ^jJj^ 
3jru5 Ischemic 4^ 

„ l^&lu> 4J 3)1x4 1 J«o*R& 

555 555 ischemic 4jI Cc^i> b) Lo 

555 4J $JomA Jar1> CJI „ ^cJg 

Line of treatment Jl aJt^J jU^ 

medical ^l*^ j^o SjruSJ) Ischemic Jl 4*>JI 
Sjlxw) b „ surgery b 
coronaries Jl Js. j^l ^jV „ decision Jl jU^ 
£obo i^iia^l surgical %)\szub ^ Jj* 
555 V ^ Ory^^ 

coronary angiography CJI JJI jljiJI liu 
are inconclusive « other investigations Jl jl jlo^o decision for coronary angiography Jl 

large area of ischemia <us jl d3j$ Investigations Jl 3) 

Unstable angina gjo^ jLsil 3! 
angina at rest dL** JJI jLsil 

5555 4j y xlfo 

!!!55 V ^3 infarction dL** l$$£3 „ diil^ ^3 „ &mb 4>j^l& : dJ$&itt> 

angina at rest jL^ 
Ijlp- coronary Jl jl „ j^ls^ 
medical ^tai* 431 ^>5U V „ jLsil j! I&Ll&o b 
I have to go for surgery or intervention jLsJI 

angio y dj\ Indications Jl liu 
unstable angia Jl • 
Large area of ischemia • 
Other investigations are inconclusive • 
failed medical treatment 3) • 

^^fTage|6l 
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Failed medical treatment 
angina <ti\ d^aguLo jL^ 
c^go^uo jLo^ „ medical 4^^}^ 
coronary angiography 
surgery 4U*ifc ^3 stent ^jl^j jU^ 
g9l> jLo medical Jl jU^ 
555 y ^3 ^5^o 

^Lol J-oj^ Investigations Jl o^jb I3AJ ^jV 013^ b 
Investigations Jl l^js? 

555 Ja*i> (^Lol l^j^d ^jV 

555 4Jb Investigations <us 
lap investigations <us 

coagulation profile 3 Uric acid 3 glucose 3 serum cholesterol Ja*& 

555 4jI £3^ risk factors J&> J3J4 b) U 

Atherosclerosis 

555 y y 5 do* «j2ua 

„ ^3) b I^^L) 

invasive lJoJ)S\ jl U 
CT angiography 
( magnetic resonance angiography ) MRA 4^3 

J3^3 

Non invasive „ bt&o \ S jSj 
Intra venous 

MR Jl 3ICT Jb J3*£>3 

very accurate jLo [y&bj j^l ^3)^ &ts) 
coronary angiography Jl <|j jLi& ^xsu 

dJu*o o^^S ^j-^-^b J3*)a dblS 
J5LLo l^s 

Ifra^b l^o^ij JJI3 „ 4jI dJSJJp] qSJ^JLto yy ^3! b 13^ 
IfrO-frS Lo 4AJ) clw jj „ j^U^ioO JJI3 

sections j^Uj U CT Jl 
555 y ^3 ^3) b bt&o coronaries Jl J sections j^-txj CJI 
reconstruction 14^^3x^13 
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555 4jI ^jl*) reconstructions Jl jl 

^55 4IpJ) j 3^33 ^5 j3^lo 

„ Jaio ^JLu J-^3-03 



555 4jI ^JLssj 

5^1 coronary Jl „ 

Sj3^3 >> bjb 5j3^ ui^ b) 
dJSJtuQ ^uAa j I jdljfCSl Jx- ^JLu J-03 3^ Lo „ ^cJg 

555 V ^3 ^^Is 

l^U jLo 3^ JJI segments JJ reconstruction J**^ y&*u&\ 

4jI 6Jt£ jLLc-3 



CT (^^^J U> : 

555 ^3 <iusjbCT64 <us 
64 sections ju>L 

32 4^3 
128 4^3 

^llllllllo „ JuJt^JI <UJ gJU33 

jtf I liu l&aji^ sections Jl U J5 
^1 liJ accuracy Jl U J5 
Js\ <j£jm> Missed segment Jl j'y 
4jbl *U jl 555 jljias vSl J^- 

^^yi 

4^15 J L^JlS' vSjI^I ^bj^ J3^a j! ^ji^ b! 
treatment Jl J l^Jb ^J5o& ^^^1 
decision of treatment Jl jU^ „ £>bJI jU^ ^ 

555 

Ub L>Ls2-o 13^} 

Jlj^ ^3 Investigations Jl 
angina Jl J ^3)^ 
Investigations : JIJ^ ^ JJI 
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anginajl jLsi treament Jl 
Treatment for angina patient 

,„ JJ3 b bias ja> 

: 01*3*0* Jl ^>u&ui angina Jl £b treatment Jl 
general measures l^i ajy^Vl ^3*04,1 
medical treatment 4^3 
( coronary revascularization L^^^uo JJ) ) Intervention 4J3 

general measuresjl 

Bed rest, mental rest, oxygen, diet 

Mental restjl 
sedation J^a OjyLaM gjjj 
precipitating factors Jl j-o^ j-o emtion stress Jl 

555 g-^i 



bed rest Jl 

555 ^>j**JI (J g>jUaJ ^J^AJjb 

angina 431 oiLiitfl „ chest pain ^jo* : eU^io jL* 

!!! J 4^5^ 

In between the attack 
exercise Jb a^U* 
gradual UL^ exercise Jl j*j 

pain 4JL^j >o 500 ^0-0 „ Mio jLxJ) 

>o 200 j^L? L05J ^ji^ tot : 4J5AJ 
j>bb- : dJ^j 

£3^**>l Jlsj d LLgu 
£3^-**>l SJit jCo 300 t*3* ^3^^ to) : 4J3& 

£3^*>t SJit >o 400 ^$uL$ i^JjU- bl : 4J3& 

£3^-*>l Jlsj dLL^o 
£3^a>l SJit >o 500 <^L$ ^jAz bl : 4J3& 

chest pain Jlm >o 500 U bl „ £00-13 4aJ:> : dJ$£j 
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5555 JJI 4jI chest pain jLJ^ ,d : 

collaterals Jl ^Jlj b exercise Jl 
collaterals Jl o^jb 
ischemic areas JJ blood flow Jl 

fibrinolytic activity of the blood Jl exercise Jl 
LbjuJo ^*u^JI „ CJ^Su) thrombus ^$1 3) ^xsj 
coronaries Jl angina Jl jLp 

W Io^a &>t^ J-ojto jU5 „ exercise Jl 
JJi UL-o ojj&te Uj^3 heart rate Jl „ athletes Jl f&Jbd^ 131 

gradual exercise Jl „ jLsil jl oaS ^jl&o Ho 
Jij heart rate Jl Jl*clz> 

70 4*1* Heart Jl jtf jLaH 
>o 500 (^a-o U> 

chest pain 4L»3 100 J Jl*^ heart rate Jl 

exercise J**j dJLk& L>) 
rest Jl J 60 l& Heart rate Jl 
555 ^ IS jo* pain Jl 4L?o jlS 3* 

100 

100 Jl 60 0-0 heart rate Jl £ .LLd* 
chest pain dJLo^-j jU^ >o 500 j-o jcS'l ^5^00^ ^xsj 

{y**aj exercise Jls 
at low heart rate ^xlj jLsJI ^L** 
can achieve more exercise Jlifb* 
collaterals Jl U 
fibrinolytic activity Jl $3^3 
555 a 

diet Jl „ 4-JUI &>L>JI 
saturated fat jLISLo jL»H j^jiAl 
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omega fatty acids ^52^ JJI CujJI „ <lj J5l c^j 0^)3 
Which is protective against atherosclerosis 

no salt in diet jLsil jl 



OLj>3 CjVj jLo OLj>3 J5L> jLsJI jl 



i^sa^ tea JI9 coffee Jl ^ ***** 

tachycardia l^io^o 

diet JI3 bed rest JI3 mental rest Jl LoJSu) ULj 

„ \3j risk factors Jl g« J-oboi U 

>> ^41 

risk factors Jl ^ Jbobaab 
555 risk factors Jl J-oU^ <o) ^jls^ 
Stop smoking 

control diabetes „ 2JU)| 

Control hypertension 
555 4j) V 3 

cholesterol Jl JJij^ 



555 ^Ijl cholesterol Jl JJLSjla> 
Statin 

Liver Jl J J^juoJ^I g^uaj ^ui* Statin t^-o-J 4^3-0^x0 <us 
Atorvastatin JI9 Simvastatin <us 
Myocardial infarction Jl JJii^ cholesterol Jl Jlfo & 

statin Jl &9&I9 
angina Jl cry^ <i %*^ hs^ 3* 

555 l^r- 

myopathy „ myostitis J-o^ 
Liver enzymes Jl J*z*$ 
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cholestyramine <io-J Jb <us 
fat Jl absortion Jl gu^3 bile salts Jl J d-**^ 

fatty diarrhea J-o^o 

fibrates l^-o-J 4^3^x0 <us 
triglycerides Jl JJii* & 

555 b blao 
cholestrol Jl JJii* h^s] ^os 
55 £-0)3 55 4jI ^3 dJil jLo 

555 

general measures Jl 1^1 &s 

555 What about the drugs 
menopause Jl g* Jl»1»I ls^a jLo IrJs 
555 (^Ijl &Ulo J-0U1& 
age Jl g-o j-ob^l jjifljb jLo 

Sex Jl g-o J-obdl jJiiLfc jLo 

55 y ^3 g4> 

l&l»o j-obdl jjii^ jLo endogenous Jl ob-WI 

55 V ^3 ^3) b ^3^0 

Drugs Jl g* ^JSjj oiji^- 

: jVl JjxiJ angina Jl gA* J I^ju^ul* JJJ i^^l 
anti platelets : glL> J3I 
angina Jl J Mortality Jl Jlfo anti platelets Jl 
angina Jl J mortality Jl JIoij 

angina Jl J mortality Jl Jlfo anti platelets Jl 

555 blao 

„ \3j JIJuJI 
555 anti platelets Jl Uj* 

Aspirin 
JI3J „ 6JLP-I3 &Lsa 
jljjb jLo ^ISJl 
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5555 J&lZuj Aspirin Jl 
prostaglandin Jl gjouaxJ inhibition J-©^ 
th rombxane A2 Jl g x^aj g^H 
platelet aggregation Jl JJLiu ^i** 
555 4jI ^3 6^ jLo 

555 side effects Jl 
Bleeding and peptic ulcer 
asthma dl^j 0IS3 
Bronchial asthma 
555 4jI ^ 

„ hj3 J* 

\$jic>jjj l^aVo,) I&I3L03 4)1^- CJLp'i „ S^JLo Jt«J3 „ i^LuumX) J JLSi**>yi J Cu5 ^ ^11 j-o 

l^uii Jl^-Ij 4Sjlc- jLo Id^li* Jalc- l&laj ULuoj J5*Sa <U9 j!5 jl I3J5AJ5 

d j5^3 j3aSs jLo 1^3 

555 4jI t£tol ^ yy dJLtoJl t^iol JJI duayJo) UL „ ^JLs^ ^41 

asthmatic Sui&LxJIo. 
status asthmatic J CJL>:> „ jteo^SJI 4-uJLqJI 
*>b* ^1 <Jljj£$J$*J\ salbovent ^3 medication JJ unresponsive 1^31 

wheezy 3 W tight j\S l^b chest Jl l»Ja 
fju> Irritable &L5JI9 

4^-1 ^aj J^f^l 4->3-^ ^st> !!!!! 4-J Luic- jkaju-o ^j- gi tua bS$ <jA>a>>o 4jI dto-*J e-cb „ ^5 Jail I^JLjo, 

( arterial blood gases ) ABG 3 chest X ray I^LlU^ 
jl>3^ C02 3 hypoxia <us gib l^b ABG Jl ^41 
narcosis J Jj>jj C02 retention J 4JL>I:> 43L5JI3 

respiratoryfailure 3 

chestjl C-oJ5 ^41 

3^)jj l^JLc- jLLc< 
4Jl*JJ ICU &>1£*a : Jls 

ilolS' 4JLoj> J-oio J^ji&lo 43L5JI jl severe 4JUJI jl olo&JI j-03 

( © 4^-1 jLp-3 J^fJI „ U-JLc- ^->3l^ 4Sjlc- jauU^-o „ 4jI dto-*J l^JL-uJ bS 14 ) 

asthmajl J £3:10-0 NSAID Jl c^b £031*41 <JjU- jll jl^^I 

jflJl^ (jlj ^Lu^-I J3^ dLolil l^So^aJ 14 
l^d gib jruS" j£o-o ULa^U d'hlft jL*lP 

JLii^VI J 
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Ol^-**uo5 ,5^ Olp-l^JI^ {$JiJ$jJ)$ jlS5^Jl3 ^i^^aJI dL^&ba JLai**>yi J Ji^La* ^b^^l jtfl jV 

status asthmaticus Jl J 



( Clopidogrel ) ( plavix ) Jj^jlo^ <l^\ 

dose Jl l$ia£^j dijy&\ 2^ 

^1 J ^ J* 350 
^Ujl^I dose Jl C6\S & 

Is enough ^Jl J 150 ^sS^a 

j£>^3- 150 (^3)^ Ly* 5 ^ 
( (J-o 75 j^j^l Ly*^ J^jS ) j^j^l J^ji ^jiUjI 

555 g-^i 



ADP Jl JJlLj Jj^Ju^JSJI 
platelets aggregation Jl JJ%J 
aggregation Jl Jl*i> ^15 
^IIIIIIIILo 

plavix Jl 3! Jj^jlo^JSJI 
bleeding tendency Jo^u 4>) 



555 dose Jl 
^Jl J ^ljj> 75 
L05J jl^-I^ jdji 



555 4.1^ 
bleeding J**^ 431 

320 l$JL$ 4JLSJI3 

© & 350 <^$b UIp 
555 Cuo^-j 
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Ljjij 205 y 4JLsJI jl JJI 

<L*ajJb Ijlp- JU- Jjj^^Jlo^JSUI „ ^ 4J3S) JjU- b) JJI 
3333^ lA » ^3-^ recent 4-03I&0 dus 

ijCuu) l^JUL (^yb 

Aspirin resistence l&ja^ ^b 4^ jl 

combination angina jL^ ^1 „ gj^ jU^c 

1^333) 

aspirin resistence Lfcjo^ jcS ^b 4^ jl c*iJ) study <us 
combination is better than either alone Jl JULs 

555 Jb antiplatelets 4^ 

» *3t ] 

ulluil jsA ^^mJ] (J 4-o-o>l 3] „ jL^3jrU 4-o-**>l 

glycoprotein receptors Jl Jilo jL^jratl 3) oliJ>>yi 
aggregation Jl JiicJ ( block glycoprotein receptors ) 

glycoprotein receptors ^3) b <us jll 

fibrin l^s dL>lo3 

prostaglandin Jl 3 ADP Jl aggregation Jl ^shi 0^3 

5555 jtkl£ 131 ^3 ojS jLo 
555 aggregation Jl J1& jjU 
prostaglandin Jl Jisl „ ADP Jl Jisl „ glycoprotein receptors Jl Jisl 

glycoprotein receptors Jl 

555 

IV 

^ J5 ampule IV 4>ji& „ angina Jl J j^jua ^jl&j 

4^ 1700 Jlitl 

OUjLuaJI ,a jLi3juJI 
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4^ 1700 y j^yi 
^b) 4-c^> 3400 ^J5o^ ^jls^ 

4jbl *U jl ^^Ja ^i>sJL& „ t^ao-J *Jjb jLo &>l^ emergency Jl J b 

(^^Xol ^JLPfacaoO ^JjiLb dill jSb 

juj emergency Jl J 

IV 4>V „ Or^jJ) (J J-tbOJLgu.*a^O 
4JL£ ^jLwdC' 



Is antiplatelet 
angina Jl OryL^ J Contraindicated 
angina Jl OryL^ J Absolute contraindication 

feb IxJLo ^^JLo-o 

55 4J angina Jl o^L^ J £3*** „ ^3) b J^Ij^jj ^IjJI 

© (jJbl b J l^-tA) 

^IIIIIIILo coronary Jl djo^ CJI 
anti platelets 11 J^Ij^jj ^IjJI ^kjj U 

„ 4-Jb &>t^- J-ft«x> 

Normal coronaries Jl 



coronary ^jo^ 
^-JL, coronary 3 

555 ^jrto Co=lu'3 b) 
Normal Jl 
555 j& £3jj dl^uA ^jJI UL> 
normal Jl J 

555 ^ufiil J ^J^Jb JJI ^jJI liu 
I Jlp- JJL> 

steal phenomena 1^1 



„ ^3! b 

induce angina jU^ „ J^Ij^jj ^la ^Jib oUL> L^-l 
angina gjo^ jLsJI jl ^3^^ jU^ 
angina Jl Oryl^ <i Is absolutely contraindication « J^Ij^jj ^IjJIs 

steal phenomena 1^1 &>b* J**^ 45V 

555 g-^i 
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angina Jl J ^j& clmJ j ^U-^-ojxo ^13 

Nitrates Jl &$as*a ^ JJI „ 4^©j?4,I 
Nitrates Jl 4^3-©^ ^ 4JUI 4*^*4,1 
© „ a a* bt&o l^ „ ^3! b Nitrates Jl 

-ootbjJI 

CuuolbJJI g$La-o (J I^JLsltLo 
TNT Or^j^ 1^! ,5j C*-v-oLbjJI 
Tri nitro glycerin 



Cs-cotbJJI g$Lao (J I^JLsltLo I53II JJI 

Jx-I <w*J>S » (jb g JugLo ,J Jjg-'LtuJ 4-JLc- C*-Oj^ 3)3 „ Oljb>) I3 JL^-b l^-toSjrU VoJ 

V : dlt^ 

!!!55 4j I 4-i „ Ijlp- £>j*i*uo ^Ul 
I^j^-ooA ^ 43^lsu*JI I^Laj 3) Ujb jl : J$£jL> 4Slj3- LbJiic- ^tJ) jl 

yy Oljb>yi 4-JUi) 4^-l^Jl3 

JsAU l5»>jj U VI ja>5^jLu-u-03 „ l^*^^ 3jL>yi I^Jl^-L) U 

555 t& 4J 
tri nitro glycerin Jl ^ajl 
gjuail J Or^^ Lo J$t „ Nitrates Jl 
coronary dilatation „ Nitrates OrJU^ 

Nitrates Jl jsu*s CuJ\ U 
coronary spasm 4La^> „ 4,©^> J J£> Nitrates JI3 

pain y J^uLi 

JaiJI U VI JA^JUU-J-O 



43ViL*J) Jusj 3J3 

03^3 attack of myocardial infraction ^>SL©-o 
angina Jl £>U J Nitrates Jl <JUafl ^3 „ I i& Js. Ulus 



Nitrates Jl 
does not reduce mortality 
angina Jl OryL^ J 
It is just symptomatic treatment 
It is just symptomatic treatment 
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It is just symptomatic treatment 
555 ^Ijl j&zJLj nitrates Jl 

„ ^3) b blao l3^5j 

endothelium Jl ^ JJuLo Nitrates Jl 
endothelium Jl J&lLu Nitrates Jl 

endothelium Jl activate y Nitrates Jl 
nitric oxide 1^1 &>b* glL> j\As> 
nitric oxide 1^1 &>b* 



cyclic GMP Jl ^iti ^ Nitric oxide JI3 
( cyclic GMPJI ^3 G cyclase <l^\ activate y ) 
vasodilatation IlUsj Cyclic GMP JI3 

direct jklai&u* Nitrates Jl 
endothelium Jl £>jia J^to* 
nitric oxide LJ glL>3 
jJLSL^ CALSI^ <lq*j fjjj^ activation J-o^ Nitric oxide Jl 

<j ^1 dJL^-cuJI 
vaso dilatation ULoju JJI 1^3 

555 Jjbl JLo b) „ jbuiJI J£col) Lo 555 4-J LJ 1^3^ da^lsA) 

SH group l^-o-tt>l ^li^o „ J ^io j jLLc- ^jjil jJl&ju*) Cj)Lj\$&J\ 

l->3jj> JjjJuJb LaJLu 

( ^1 J3t ) continuously « nitrates Jl <|ja* U 
( dJ^Lu^ ) consumption l^JL^o SH Jl 

555 Jsxiujb Nitrates Jl Cual 3) 

continuously « nitrates ^jj j^tix** „ jU^ 
free « Nitrates Jl 3>s <us liu „ ^1 J^ J ^jV 
regeneration of SH Jb 



We can not give nitrates continuously 
tolerance Jlom 4& 
55 y ^3 ^3^0 „ effect Jl 
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„ 4-3 jl &>jjJ 

Ijj j-o SH group U^l ^lLjl> U 
( SH group donor ) N acetyl cystiene 1^1 &>b- 

55 ^ a a 

endothelium Jl 1^ O3SU ^ SH group Jl 

jiajJI j^ib 

tolerance Jl &lSo* jU^ eUt^x^ £031*41 jj „ dl^l b) JJI 

24 « nitrates 4J 
free « Nitrates Jl ol^L 8 Jl 6 j-o J&l ^ ^Jl J <l4 fjV 

free J35u Nitrates Jl 6 to 8 hours 

555 vaso dilatation J-©^ nitrates Jl 
veins JI3 arteries JI3 coronaries Jl J vaso dilatation J-©^ : eUls 

555 ^1 ^ 

veins JI3 arteries JI3 coronaries Jl 

555 blao 

555 ^3) b \^j£cl*\ ULj coronaries Jl 

555 ^3) b indications Jl <ol liu 
Myocardial infraction JI3 angina Jl 

555 side effects Jl 3) „ contraindications Jl liu 
sudden withdrawal l^hU^ 3) dbl „ nitrates Jl gU> side effect Jl 

coronary spasm dlU*> 

„ JaAJI l^-ctuj JUjJI 14 ^jS^ls 

coronaries JJ vaso dilatation J**^ Nitrates Jl U 

angina Jl J l^ju^ls 

55 sudden withdrwal Jl J-^-o jl „ side effects Jl 

coronaries JJ spasm J-^^o 
55 £-0)3 

veins Jl J vaso dilatation J**^ „ 
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heart failure Jl J UL> „ Veins 
DD „ V V 

angina Jl J alii *U jl ^J5o^ U3S9 ( nitrates 1^1 ) Veno dilator 

angina Jl J 

veno dilatation J**^ ^ 
decrease of pre load J**^ 1^31 „ l&tL&o 
Heart failure Jl jL^ J l^j^i&a 

veins JJ dilatation jLo^a 1^3^ 
555 side effects Jl <bl 
syncope $ Orthostatic hypotension 

arteries JJ dilatation J**** „ ^Jo 
arterial spasm ^jo^ JJI OryLsJI J lj*$AJti*i*a-o 

Raynaud's Jl <|j 
555 4jI *^ 

Raynaud's Jl arterial spasm Jl £>U J b^juxiucu 

arteries JJ dilatation J**** 1^55 
Hypotension ^SU-o High doses Jl liu 
J^sj CJI Lo 55 

arteries Jl J dilatation J**** 

headache 
gA> Headache 
cerebral vessels JJ Vasodilatation 
flushing J-0^3 



5555 4j) J.ojgro 
Flushing 

c*-uJI J Nitrates 4JLs^ ^jV jU^ 

sublingual jo\jS\ « Nitrates 4Jb 
Rapid onset of action 

^0 j*uo „ ^^wU^iib „ jLJJI £*sx3 jOjS ^5 J3- 
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facial flushing J^j jsVl J* 

sublingual nitrates Jl 
headache Jl ^ side effects 

tolerance J**^ *L£> Nitrates Jl ^ Ij&lJ 
consumption of SH group Jl jU^ 

555 ^5} ^ Nitrates Jl jl „ t^js* ^Sjjb JJI Id3 

„ ^3! b 

tri nitrates citf Nitrate J3J 

jLsil Iajl^L U tri nitrates Jl 
mono nitrate „ Di nitrate Jl ^c?JI J^jcj 
mono nitrate Jl J^lLq JJI^ 

( 53341 £j ) mono nitrate ^5oJl> lo ^JLaJI 5^3 4J3 : dLLJls olS^LS 

1^103334)3 j^uS^ijI 
Mono nitrates J3^ 

555 ^us> 

tablets 
gJL^o « Which means 
in between the attacks VI 

emergency Jl J 4aj&u*1 J^lLua 

jail Lo Jb tablet Jl Lo 

55 y ^3 ^3^0 

Mono nitrate Jls 
in between only 



Dinitrates Jl 

sublingual I^jlo 4^3 Oral I^jlo 4^ „ £$-Jl J Di nitrates <us 
during the attack 3 in between gouS 
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Tri nitrates Jl 

ointment I^jlo 4^3 „ sublingual I^jlo 4J3 „ Oral 1^4^ 
IV I^jlo du3 3 „ patch I^jlo 4^3 „ spray I^jlo 4^3 

55 y ^3 ^3£Aa 

In between the attack 3 during ^xsu 

dsuo^ duS jl Or^j^ ^! 
Nitrate patch 
Nitro derm 

J-o 8 j^^lC- 4^33 duMuk?- 4aS 

( jl&:> ) ointmentjl 4^3 
( spray ) 4^3 
555 ^ spray Jl 
Oral 

,J 4^-lptJ) 

555 inhalation Jl 
Nose 

mono nitrates Jl jl 
angina bAic- jL^ „ <^su 4193J& „ (^jl^ C33J& L>) jLLc- 
a:> ^ISJIs Aspirin 3 nitrate ju>L „ treatment ^Ijj 

chest pain <iH^ 

(^JLszj Ju> Ju*J) uLuVJ „ < r *h <LJS 4X**> 4JLa> (J $13)13 

attack Jl OL5JI3 

555 l&Ju>ta JJI 4J3^I : <*J\s 
( mono nitrates 1^31 l^Jb ^3^3 ) ^ jl! jLxils 

nitrates « angina « Nitrates U3JIS Uj* : eUls 
^3y attack Jl jU^ b PI3JJI ju> : jLxlf Jl£s 

attack is not relieved JI3 „ Nitrates 4^^l L>! : U3A-03 

He is in infarction 

\sA> jLxil fb! 4-i ^Ji* 13Jls93 „ dJb l^ljj „ : ^^5^ 

© Isxb jll „ ^jiflJLdb j\S Jj>IjJI3 „ ^JLoj-o U^-j3 L>^3 J3^ 
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© sublingual „ 539A) 4>jlo 431 „ 6Uiiu51 JJI 
sublingual 4>jlo 

^jlrJI 4jL^ aiob ^ JJI sublingual Jl nitrates Jl „ a tJa.^Lo.o jU^ 

Silo j^jS 500 l^S <LLsJI (J&I33 „ ^Siiiif 
6^li^-l3 (jLcszJl ^j£&3 i^su 

tablets J! „ jSJ 
sublingual J^ta* 

mortality ^JLii^o Nitrates Jl jl {SM x> ^3! 
It is just symptomatic treatment 

555 ^3^iLd 
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djjjsJ J-03J &03JLR41 j) ^4) 
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